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PREFACE 


This book is the outcome of a request made to Sir Edwin J. Butler, to consider 
a revision of his book Fungi and Disease in Plants, written when he was Imperial 
Mycologist at the Pusa Agricultural Research Institute, India, and published 
in 19,8 It had previously been suggested to Sir Edwin by many interested 
" ends r he should rev,se ,he l,ook > substituting for the tropical diseases with 
which the second part of the book is concerned the plant diseases which are of 
importance in Great Britain, including those common also in other countries. 

followed 6 de lbera “° n Slr Edvvin acccdcd to the writer’s request and collaboration 

It is a matter of profound regret that Sir Edwin Butler did not live to see the 
publication of this volume. Despite ill-health he was able, by dint of his wonder- 
ul courage and pertinacity, to complete his accepted task with the exception of 
the bibliographies and illustrations. He died in April of ,94,, and the book 
was completed a few months later. It was inevitable that the difficulties of the 
war and post-war years should have delayed publication, but every effort has been 
made to bring the text up to date. 

In view of the great amount of research on plant pathology that had accumulated 
durmg the quarter-century smce the publication of the old book, it was decided 

h book V0 S e 3 r:; onc - Much ,hou ^ u «° the pi an of 

Prinr. ? nt: • A p ?, mUCb SamC ; namel y- Part 1 dealing with ‘ General 
mV I K Q 3 ^ , 3rt , , Wlth ' Selec,cd Diseases ’. The former was w.’iifcn 
varil Li-h "" Butler and the latter by the present writer, but there are 
various contributions by each of us in both parts. For the second part two 

C ° nS,d T d firS,l >\ ,hat of ® iv ' n 8 very brief descriptions of a large 
number of diseases under the causal parasites, thus following roughly a classification 

d sSes-^rth;: m SeCOn H ly ' in S ° mt de,ail onl >' **"»" import 

in favour rnt common host attacked, a plan of which Sir Edwin was strongly 
m favour and one which the writer has found, after long experience in teachfnv 
mycology to University students, to give a better grasp of the principles of the 

sssSS.? 

°niv on a few of thp k^o ' , u- . . . e hrsl P art * anc * to write specifically 

pa« of the book Thoueh a f H difficU,, typeS in the second 

described in the second part of the"h d< | ficiency a " d physiological diseases are 

is also included in the first part 3 ,reatment of ,hese disorders 

P . for the reason that m no instance has a clear 
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diseases. 0 ^ ** b"" *'**" ° f ,he distllrbances brought about by these 

DlanTnit *“* h"" f™"** to mcet ,he ■'cquirements of students of mycology 
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Chapter I 

THE NATURE OF DISEASE ORGANISMS 


Chlorophyll-free Plants 

Plant diseases are due mainly to the action of fungi, but some arc caused by 
bacteria, a few by plasmodia, while others in which no particulate living organisms 
have, so far, been discovered, are believed to be due to virus infection. In plant 
viruses that have been studied in any detail the invisible agent multiplies with 
great readiness only in the living host from which the virus has been isolated in 
the form of a nucleoprotein. Other diseases, again, but of a non-parasitic nature, 
are attributed to physiological or to deficiency troubles, and probably all are in¬ 
fluenced by the factors of the environment. 

Including for the moment the bacteria (fission fungi or Schizomvcetcs) with 
the fungi proper, one finds an enormous assemblage of species, at least as many 
as in the flowering plants, having few characters in common. They may be 
unicellular or composed of many cells, thread-like or forming sheets or masses, 
shapeless or beautiful in design, of limited or practically unlimited growth, of 
many colours. In the lowest group a cell wall — that standard criterion of the plant 
cell--may be present only in the sporing stage. Motility is not absent, either as 
the slow movement of plasmodia or the swimming of zoospores or the flagellar 
movements of many bacteria. In structure some approach closely to the green 
algae and, as the name Phycomycetes or algal-fungi reveals, it was long a popular 
suggestion and is still sometimes upheld that they were derived from algae • the 
best modern view, however, is that they arose from colourless unicellular protozoa, 
and it is even maintained that, since the green algae probably arose from similar 
protozoa that had acquired chlorophyll, and since the rest of the green plants 
have developed along that path, it is logical to regard the fungi as a distinct phylum, 
neither animals nor plants but co-equal in their origin with the green organisms 
forming the plant kingdom. Normally, however, they arc treated as plants 
included m botanical works and courses, and they may be accepted as such. 

I he chief characteristic of the fungi is the absence of chlorophvll, even in 
those members which happen to be coloured green. This carried with it a 

.IT,- 7 nCe m m ° dc ° f l,fe from olher P lan «. for they take their food 
arhnn/° rm 7 T" wh ? reas ' hc ch| oro P hyllous plants obtain their 

carbonaee 0 " 3 food from the carbon d,oxide of the air. through the energy of sun- 

u h h P T7 n,heS, r S i- T HC , fl0 ' VCnnK pIan,s - fcrns - rnosses, and algae build 
“L 7 , OUt d f°' v lnor 8 anic from the soil or water together 

nea V? °[ 7 ThC fUngi 3re u " abl < >° d " i they are 

Se and ^ S ° Cannot make carbohydrates from carbon 

ox.de and water ; they must have organic matter or food already prepared 
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Fig. i.—B acteria. A, various types of cocci. B, rod, filamentous, and spiral types 
(after Baumgarten, from Lafar s Tech. Mykoi.) ( x 900) 

by having been built up into the bodies of plants and animals, or having once 
formed part of these, like jam or leather. Incidentally, they are scavengers, 
without whose cleansing aid in decomposing organic matter, the earth would 
soon become unfit to sustain the higher forms of life. 


Bacteria 

The bacteria really have very little in common with the fungi proper, except, in 

’ ' H T ™° de r 1 feed,ng ; The >' are cx,rc mcly minute, usually consisting of a single 

,1V h s T e e t S ,nde P cnden ‘ uni,s (F'g- >)■ Sometimes these units are 
Ji, n " g d T " b f ranch ' n K'l>reads which are hard to distinguish from those of the filamentous 

7 ;,r il un f ,hread ' bow ® ver - ,s normally a part of the one individual, whereas 
a bacterial thread consists of a chain of individuals more or less loosely joined together. 
The branching is also different, the fungi having true branches, while in a bacterial 

narrof thVch a r,0US WZ"*? ° f brancbing is due ,0 ‘"Perfect reparation of broken 
break The continues to give off new individuals above and below the 

of vrow-,1 and r 'T" d ': ,,nC,10ns be, "« n > b e two groups are in the methods 

Whfrh Tnm b P K C i 10n - ! Ungl n ° rmally grow onl >’ at ,he ends of the threads 

I h i l Te P r R lr S ' 3 " d mul,ip,y by formin g s P ores at the ends of, or within 
special threads. Bacteria, on the other hand, have not got this purely end growth, and 
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I io. 2.— I lasmodu. A-D, t.hnndnmtenma difforme. A, ripe spore. Ii, germinating spore. C, 
8 " ai ™ ccl . 1, "• > ount ' Plasniodium which has taken up two spores in its substance ( x 230). 
h, Didymium Uucofus, portion of a small reticulated plasmodium ( x 33) (all after Cicnkowski, 
from Sachs' Lehrbuch). F-l, Plotnuuliophora bratsieae. F, frothy plasmodia in the host cells. 
/, top cell with a frothy plasmodium, the lower cell showing the plasmodium segmenting to 
form spores. //. host cell full of the minute spores ( * 213). /, spore germination and forma- 
tion of swarm spores ( x 470) (after Woronin) 


usually multiply by each cell simply dividing into two cells, which frequently separate 
from each other and become independent. There are other less important differences 
as in the nuclei, cell wall, and so on. Being smaller and lighter than most spores of 
filamentous fungi the bacteria are even more efficient than the former in reaching and 
decomposing organic waste ; as is well known, they were the chief subject of Pasteur’s 
convincing demonstration against the old-fangled notions of spontaneous generation. 


Pl.ASMODIOPIIORALES 

The Plasmodiophorales are an aberrant group having apparent affinities with the 
chlorophyll-free mycctozoa or myxogastres, organisms close to the dividing line between 
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animals and plants. They are now usually placed near or in the primitive Chytridiaceae 
(Archimycetes). They have a power of spontaneous creeping movement not limited to 
the zoospores. Instead of a germ-tube (see next paragraph) the spore gives rise as a rule 
to motile swarm cells which fuse to form a small mass of naked protoplasm endowed with 
movement resembling that of an amoeba. This forms a multinucleate ‘ plasmodium * or 
plasmatic body still without a wall and usually constituted by the amalgamation of several 
individuals (Fig. 2). In at least some of the genera the swarm cells (zoospores) function 
as gametes (see p. 563) and the plasmodium arising from the zygote forms sporangia, so 
that there are well-marked sexual and asexual phases in the life-cycle. Two important 
crop parasites belonging to this small family occur in the British Isles, namely Plasrno- 
diophora brassicac and Spongospora subterranea, causing ‘ club root ’ of cruciferous crops, 
and ‘ powdery scab * of potatoes, respectively (see Part II, pp. 559 and 493). 


The Fungi Proper 


All known fungi, with few- exceptions, originate from spores, bodies comparable with, 
though not strictly similar to, seeds, for they have no pre-formed embryo or germ. These 
spores germinate, requiring for the purpose much the same conditions as ordinary seeds. 
The result of germination is usually the protrusion of one or more fine filaments known as 
germ-tubes (Fig. 3) These grow and give off branches, the resulting branched thallus 
constituting the ‘ mycelium ’ or vegetative part of the fungus, as distinct from the repro¬ 
ductive part. Each individual filament of the mycelium is termed a ' hypha ’. In a 
limited number of primitive fungi the vegetative part consists of a single cell, usually 
round or oval, and this may become transformed into a reproductive cell with little change 
in shape, the life-history being a very simple one (Fig. 4). 





Fic. 3.—Germinating spores of Clito- 
cybe gigantea (x 530) (after Bayliss- 
Elliott, J. Econ. Biol.) 


The Vegetative Structure of Fungi 
The Mycelium 

At an early period in its growth the germ- 
tube and the hypha which arises from it usually 
become segmented into a row of cells by the 
formation of transverse walls (septa), each, when 
young, being perforated by a central pore suffi¬ 
ciently wide to allow protoplasmic granules and 
even nuclei to pass from cell to cell. Each cell 
is a hollow structure, bounded by walls of a 
transparent pliable material, which is sometimes 
cellulose as in the higher plants, but more often 
is a complex nitrogenous substance which re¬ 
sembles chitin, the material which forms the 
covering of insects. Within the walls, the cell 
is filled with a watery jelly, protoplasm, a material 
mainly protein in constitution, found in all living 
bodies and, in fact, the actual living matter itself. 

1 he cell cavity is not uniformly filled. Here and 
there little spaces occur (in older cells often united 



Fig. 



4 -—Endocoenobwm eudonneae, a simple type of fungus (Chytridiaceac) parasitic on colonies of 
the green alga Em/onm* elegant. A. the dark-shaded thallus of the fungus, in the colony ( x 3,«). 
fl. thallus with a mature zoosporangium (the small circles indicate oil drops and the position 
he zoospores) ( x 385). C. zoospores. D, fusion between two thalli to form a common 
.Wav PhyiollgU i) E ‘ * iygOSP<>rC devdo P cd as a bud from the fusion cell ( * 430) (after Ingold, 



1 fungus ocennunt, causing * tar spot * disease, in the leaf of sycamore. ' 

in the host evtoobsm -ilon ,n u ra K u ar m>Xc,ium); inscl - uninucleate hyphal cells 1> 
cytoplasm^n^he^lypha^ce^ls ^ "* ^ ^.orop.asts : note the vacuo.’, 
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F,c. 6.—The young, cocnocytic mycelium of Phytophthora infestam (causing potato blight) in the 
leaf of potato; haustoria arc seen in some of the cells of the spongy mcsophyll (from shdes 
by Gonzalez and Lamont) 

into a single space occupying much of the cell) and are known as 4 vacuoles ’; they 
are usually filled with water containing dissolved salt s, sugar, and so forth, of th e 
cell sap. Here and there also condensations of a peculiaFkind of protoplasm form, 
which are termed nuclei (Fig. 5). One or more of these nuclei may occur in each 



Fig. 7.—A colony of Phomopsis aunibae on malt agar showing adpressed feeding 
mycelium surrounded by flocculcnt subaerial mycelium ( x J) 
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Fig. 8 . * Fairy ring.* Ring of fructifications caused by the perennial 
mycelium of Marasmus oreades (much reduced) 


and hab, ' Ual y f ° Und m certain P hases ° f the iife-cyclc of Ascomycetcs 

unpfwK r y M K S V P r g , a Par ' in the com P lica,ed sexual reproduction of these 

even i™^ T uZ M °' he lo " er fun «' il is “™on, or 

even in some families habitual, to have no transverse walls in the active hyphae 

nuclei fpL C 6T n °Th ,C ' '| hat 'VT COm P oscd of a sin 8 lc lar R e “II with many 
ude (Fig. 6). The nuclei are the bearers of the hereditary characters of the cell 

and abo play an important part in regulating its metabolism. 

Cells and spores are usually of microscopic size and contain not only proto- 




F,G ' 9 A ' SP an^stom^^!of^v^^ /U, /f S ^ OW * n ® fusion of **"" ^bcs. with showing 
anastomosis of hyphae (from m.crophotos by Dovaston) 



o 


GENERAL PRINCIPLES 


PT. I 



!• ic. 10. Clamp connections and anastomoses. 
A, clamp connection in Hirneola auricula - 
jiuiac ( x 440) (after Green, Ann. Do/.). 
D, young hyphac of Ascophanus aurora 
showing lateral fusions; note the min¬ 
ute nuclei ( x 1066)(afterGwynnc-Vaughan 
& Williamson. Ann. Dot.). C, hyphac of 
Rhiaoctonia crocorum showing anastomoses 
(after Duggar). D, two conidia of Lachnta 
cretea with germ-tubes between which 
anastomosis has taken place ( x 2 8o) (after 
Gwynne-Vaughan & Williamson, Ann. 
Dot.) 


plasm with its nuclei but many other 
substances, such as reserves of sugars, 
fats, glycogen (a polysaccharide which 
replaces the starch of higher plants), 
crystals, resin, pigments, and so on. They 
are of many shapes, but on the whole the 
spores preserve considerable uniformity 
within the species. The prodigality of 
nature in its reproductive schemes is 
illustrated by the fact that a single 
giant puffball (Calvatia gigantea) has been 
estimated to bear some 100 million- 
million spores. It is little wonder that 
every substance suitable for colonisation 
by fungi is reached by air currents charged 
with spores, unless special precautions arc 
taken to exclude them. 

The body (‘ thallus ’) of the simpler 
fungi usually consists of branching hyphae 
only (Fig. 7). It may be short or long 
lived. The ‘ fairy ring ’ fungi, of which 
Marasmius orcadcs is the commonest in 
England, are the best cxamplesof perennial 
mycelium, as they may survive for as 
many as four hundred years, producing a 
crop of toadstools each year (Fig. 8). In 
many cases unions termed ‘ anastomoses ’ 
occur between neighbouring hyphac which 
may be from the same or different spores 
of the fungus concerned. These form 
bridges across which nutrient material 


. , . /T >. and even som etimes nuclei pass from one 

JhL i!° an< J th ". (I ,gS - 9 \ ,0) \ Most fun g'» however, have that part of the body 
f 7 ? in spore-bearing (the 1 sporophore ') of more complex structure, 

^ dcrite[! f a rom h PCC h ° f bUn< " eS ° f h >P hac - ° r of an interwoven 

tissue iftermed - n 7 ^ by , ,he,r . re P ea,ed di ™ion into short cells. This 
tissue is termed plectenchyma or, since it resembles to some extent the par¬ 
enchymatous tissues of higher plants, ■ pseudoparenchyma ' (Fig. 16) ? 


Chlamydospores and Gemmae 


° f ,be ° rd '" ar y ve S e, ative mycelium may also become modified 
Some of their cells may become provided with thickened walls, able to withstand 

t?I T ' M d m , a> ' CVen aSSUme a ^-acteristic ^hape and colour 
They are known as chlamydospores and, like true spores, arc usually microscopic 

Z'L't ,k S ^ beC r C S , eparatCd fr ° m ,he "hen matu" and Tan 

germinate like spores, they play a part in the dissemination of the species which, 




'‘ c TL, R B r !: n Myc°soc) Vdlr^r porcs ««»»**•"<» ch««.„. 

W'ej/. 5 co/ Co// fl w //) h T > mv SP< i rC r O l. liehm x n,ho ^ or,um «'«« ( x 250) (after Dennis, 
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Fig. 12.—Gemmate mycelium of Mucor 
prainii (after Butler) 



Fig. 13.—Two sclerotia of Sclerotium stipita- 
non, from white ants' nest ( x 3) (after Butler) 



nature, may be very important. Scarcely to be separ- 
rcs, except in being less durable, are the cells termed 
ey are usually thin-walled and continue to bud out 
ls tcad of giving new hyphae. Under certain conditions 
>st wholly transformed into these masses of rounded 
group of the yeast fungi (Fig. 57) may be regarded as 

I . an extreme case of the reduction of the 
mycelium to small gemmae endowed with 
a remarkable facility for budding out similar 
cells so as to form colonies which readily 
break up into their component units. This 
budding mycelium is frequently associated 
with fermentativ 


.’e activity. 

Sclerotia 

Much larger and more complex masses 
of vegetative hyphae than those producing 
chlamydospores may become united into 
sclerotia ’, sometimes measuring several 
inches across and as hard and heavy as a 
stone, but still formed wholly from vegeta¬ 
tive hyphae variously thickened and divided 
so as to lose their filamentous character 
and become pseudoparenchymatous. The 
nests of white ants in hot countries often 
contain numerous rounded or spindle- 
shaped stalked sclerotia ( Sclerotium stipita- 
tum) belonging to the Ascomycetc Xylaria 
nigripes (Fig. 13), w hile a sclerotium which 
may be as big as a toy football is formed 
by the basidiomyccte Polyporus mylittae in 


14.—Sclerotia. A, of Corticium hel - 
ertga on apple twigs (photo by F. A.Wolf). 
B, of Botrytis on inoculated leaves of 
Gladiolus (photo by Dennis) 
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Sc } trotl *( c ° nl, " uetf l- A >° f Collflotrichum atramentanum on tomato stem (photo by Bcwlcy). 
"-o' ScUrohma tn/oliorum (photo byWadham). C,of Rhizoctonia so/anion swede (photo by Foister) 

Australia, where it is known as * black fellows’ bread \ as it is eaten by the 
aborigines. Several other Basidiomycctes (Lent inns, Poly Stic t us t Poria) also form 
arge sclerotia. Similar but much smaller types are known in both hot and 
temperate climates, the commonest in the British Isles being the often irregularly 
shaped sclerotia of Botrytis or Sclerotinia , of black-dot of potato and tomato 
^olletotnchum atramentarium and of Corticium (Rhizoctonia) so/am\ the cause of 
black scurf ’ of the potato, etc. (Figs. 14, 15). The round sclerotia of Sc/erotium 
o/;i» resembling very small seeds, are derived from a parasite destructive in the 
nited States and elsewhere, while the still smaller, almost microscopic, Sc/erotium 
oataticolum stage of the pycnidial (pre¬ 
sumably ascomycetous) fungus Macro- 
phomina p/taseo/i is ubiquitous in 
India and known in several other hot 
countries. In some sclerotia, such as 
those of Botrytis or Sclerotinia , a hard 
outer rind or cortex of thick-walled, 
often dark cells, with small cavities, 
may be distinguished from a softer pith 
(I'igs. 16, 17). Besides being useful 
stores for reserve nutrient material, 
sclerotia are particularly well suited to 
withstand unfavourable extremes of 
temperature, dryness, and the like, and 
are valuable in carrying the organism 
over long periods of adverse conditions. 



Fic. 16.—Sclcrotial structure. A, section of a 
sclerotium of Rhizoctonia on root of sea-kale 
showing mycelial hvphae penetrating the cor¬ 
tical tissues of the root (after Salmon). B, sec¬ 
tion of a sclerotium of Sclerotinia ; note the 
thick rind and ‘ .cortex \ and the formation of 
a pseudoparenchvma (after Brefcld) 
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Fig. 17.—Sclcrotial development. A, young hyphac of 
Rhizoetonia crotnrum. B, characteristic hyphac of same 
from tufted growth covering the surface of the large 
sclcrotia and, to a certain extent, of the ‘ infective 
cushions C, section of a large sclcrotium of same. 
D, cells from a macerated sclcrotium of same (after 
Duggar) 


Rhizomorphs 

Visible strands or cords of 
mycelium can often be seen 
on turning over heaps of leaves 
or at the base of puffballs and 
other large fungi. The sim¬ 
plest of these are generally 
white, and beyond being inter¬ 
twined or sometimes laterally 
united they do not appreciably 
differ from an ordinary bundle 
of vegetative hyphae. More 
complex strands, known as 
4 rhizomorphs are found in 
the vegetative thallus of some 
fungi. In the less differentiated 
types of these, ordinary fila¬ 
ments unite with specially 
tough hyphae and sometimes 
with hyphae adapted for the 
conduction of nutrients to 
constitute a part of the plant 
fitted for extensive exploration 
in search of new colonisation 
grounds. In the dry-rot fungus 
Merulius focrymans (Fig. 18), 
they have been found passing 
through the mortar of walls to 
reach fresh structural wood¬ 
work on the other side. The 
more highly differentiated 
rhizomorphs are represented 
in the common parasite of tree 


roots Anni/laria tne//ea( p. 907). 
I hese have been likened to purplish-brown or black leather shoe-strings, 
but they are often much branched, rather uneven in diameter, smooth and 
shiny when fresh, and luminous when young (Fig. 422 b). They consist of 
an outer black, rather brittle rind, composed of brown, thick-walled pseudopar¬ 
enchyma, and a light-coloured tough flexible pith in which the filamentous character 
of the hyphae is largely preserved (Fig. 19). Though they grow normally by 
definite apical growth, keeping their root-like form, they can spread out into 
sheets of mycelium in certain positions, especially when they pass under the bark, 
or they may burrow deeply into the tissues of the root, forming tubular structures 
in the long axis of the root; these arc still differentiated into a harder cortex and 
a loosely interwoven pith, and grow only at the apex. Similarly embedded rhizo- 




mmkm 


Fig. 18.—Rhizomorphs of Merulius lacrymam ( x i) (photo by Fdgar) 


,h " •«*-. - in 

aerating cavity • « n r j L ,k t n * r t' ( L °°? ?r cor,cx * an ‘ J a central medulla with 
Rrefeld's l.rhrbuch) ’ P of a > WU "K branching rhizomorph (after Zopf, ft 






,C ’ e 20 - Bl*ck. or zone lines, due to Annillaria melUa. A, transverse section of pine wood show¬ 
ing the packing of the bladder hyphac in the trachcids ( * 113). B, longitudinal radial section 
of same ( * 66). C, longitudinal section of the black line showing close packing of the bladder 
hyphac ( * 66) (after Campbell, Ann. Af>p. Biol.) 



F '°'4p.dfHv , ™ r \hVri.h, r h h ■ "»• black lines can be s, 

VZl . bt ,h ' ** u,c ,a,ur »««>-. from Fungal Disra,,, uj ,he Com 

Larch, D\ permission of Oxford Clarendon Press) 
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morphs are formed by the Ascomycete, SphaerostUbe repens, a widely distributed 
tropical fungus causing root rot of tea and other crops 

In the more serious of the root diseases of tropical plantation crops, such as 
rubber and tea, the rhizomorphs, which are the chief organs of spread, remain on 
or in 'he roots or other buried umber (whether alive or dead), and even in Ann,liana 
me lea their ability to grow away from such supports and food-base is limited, and 
extension through firm soil, other than along wood, is almost negligible. Their 
function in the parasitism of the last-mentioned fungus is discussed in a later 
chapter (pp. 119, 13,). 

Allied to rhizomorphs are the raised black lines or narrow bands running 
longitudinally on the surface of roots attacked by ArmiUaria mellea, each repre¬ 
senting the free margin of a dingy white sheet of mycelium (• xylostroma ') which 
disrupts the wood, often but not invariably in a radial direction. The xvlostromata 
are capable of growth at their free edges and of causing infection when a diseased 
root comes into contact with a healthy one. They are much less often seen in 
temperate than in tropical forms of the fungus, in contradistinction to the rhizo- 
morphs, which are common in temperate, but may be hard to find in tropical 
countries 1 he xylostromata arise by proliferation from a narrow band of deep 

» . 0 / m S l har P , y de,incd black in the tissues invaded by 

< CSC andS 4re Se - C,ions of continuous sheets crossing all the 

of thin 1 t C H St T nCar , ,hc , surfacc ,0 ,hc They begin by a development 
ot thin-walled, swollen, colourless, bladder-like cells completclv filling the host 

When fuHv d' 8 ' f° ' 1 Ce " S S °° n ,hickcn ,hcir walls and ,,lrn brown, 

rather 2 l ’ll P f ’ \ u '? com P oscd of a dense mass of angular, often 

.hi K , 3 dCCP br °"' n Colour ' and ,his colour also stains the walls of 

Ce l S ' ' be result is a continuous layer surrounding an area rotted bv the 

‘ “Sr r a l u n SU 7 eS ' ed ,hat i* cncl °ses a mass of fungal tissue, mixed 
■th elements of the host, which is protected from adverse influences and to which 
he term pseudosclerotium ’ has been applied (Fig. 2.). Black lines of this 

r y 7 , “ r r' n ' hC ' 1SSUeS mVaded by various Parasitic and saprophytic species of 
Jstulma (Figs. 153, , S4 ), Xylaria, Hypoxy Ion, and the like. P 

Stromata 

the 'iTZJr 81 ' a . ftCr 3 P t ri ° d ° f growth in the filamentous condition, 

termed '" “ vi t and ' berC ,MO P^doparenchymatous masses 

the substratum ' "h h I" /° rmed . generally on or J ust 'he surface of 
* bstratum in which the fungus is growing (Fig. 22). These differ frr»™ 

sclerotia only in having usually a less regular sha£ Lf. margin inmo^friouem 

as rSST oni h f he fi fl mems ° f ,he reSt ° f the ,hallus - They of 'cn. indeed, 

have developed f S 1°,7 vl “T"* ' be dee P er hy P hae from " hich they 
the n„r P r 3) ‘ They commonl - v constitute a transitional stage between 
' st roma ' Vegetat ' Ve and tbe ^productive parts of the fungus, and theterm 
to acceot'th' >met ' meS reS,r ' C,cd to ,h,s P re -sporing stage. It is difficult, however 

™ ~ * ba ‘ sccm have no 

The parts of the fungus plant so far considered are chiefly concerned with 



A 



FlC. 22. Development of the stroma. .*/, transverse section of leaf of Rluwinus showing the 
mycelium of Puccinia eoronata in the tissues, the fungus aggregating under the upper epidermis 
to form a stroma, which, in li, is about to form a spermagonium (after Ruth Allen, J. Agric. 
Res.) 



Fie. 23. Development of the stroma ( continued ). Transverse section of leaf of sveamore showing 
affected cells of leaf filled with mycelium (intracellular mycelium) of Rhytisma acerinum ; the 
mycelium has aggregated chiefly in the split upper epidermis in which a stromatic bed is formed, 
together with a thickened roof, prior to the development of an apothecium ; the occupied leaf 
cells and hyphal bed (hypothecium) thus form a stroma. (See also Fig. 420 b) 



?*• * mou ^' Rhizopus stolonifer, growing in a deep r 

richly branching rooting mycelium, without cross septa exet 
septated with age, as at A (inset), due presumably to a staling c 
rhizome-like branches creep over the surface of the culture and 
brownish sporangiophores which bear the spherical black sporar 
in vertical section showing the central columella surrounded bv 
°‘ a s P° ran K*um (sec Fig. 73). F, the spores. G. a portion of 

showing the multinurl.-ar.- cnnnnni'il nr»ll_J _ 









* ,G ' 25 — Zoosporangia. A, of Achlya{Saprolegniaceae). 
The zoospores collect at the top of the opened 
sporangium, and each becomes invested with a cell 
wall; on the left, the zoospores are swarming away, 
leaving their cell walls behind (after de Bary). 
C, B, D, E, F, stages in the development of zoo¬ 
spores of Phytophthora cactorum ( x about 700). 
C, the multinucleate sporangium. B, the zoospores 
well organised within the sporangium. D, zoo¬ 
spores passing into an evanescent vesicle before 
liberation, as in E. F, a zoospore and its germina¬ 
tion (after Blackwell, Trans. Brit. M yc . Soc.) 


FlG. 26.—A conidiophorc of Helmintho- 
sporium (from rye grass), from leaf kept 
in damp chamber for 3 days ; stained 
with lactophenol ( * 250). Note the 
mature spore pushed aside and a new 
spore being developed in sympodial 
fashion (microphoto by Dovaston) 
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nutrition. The more specialised rhizomorphs, sclerotia, resting and budding 
cells, take part also in propagating the species, but this is ‘ vegetative ’ propagation, 
on a par with propagation by cuttings, buds, suckers, and the like, amongst higher 
plants. The reproductive system proper is usually quite distinct and well defined. 


Reproduction of Fungi 

Sporophores 

As the vegetative system is usually buried in the substance on which the fungus 
feeds — in the soil, in rotting organic matter, or in living plants — and as most 
spores should be formed in free access to the air to secure their dissemination, it is 
evident that some special arrangement must be made to bring the spore-forming 
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F,0 ‘ Sp ° r °? 0< *‘ um - Section of currant stem .fuming the conidial stage of Nectria 
stem (see Fig ^8 )' h>Pha "*“* ° f * hC s P orodochium brtaks trough the hark of the dead 


parts where they will be exposed to the elements. This is done usually by the 
development of structures known as ‘ sporophores \ raised vertically above the 
level of the general mycelium. The sporophore may consist either of a single 
nypha (simple sporophore) or of bundles or complex masses of hyphae (compound 
sporophore), and it bears on some part, usually towards the top, the spore of the 
rungus. The hyphae of which it is composed ordinarily differ from those of the 
vegetative mycelium in one or more characters, such as their vertical position 
limited growth, or special structure (nature of cell wall, shape of the cells, character¬ 
istic mode of branching, and the like), and as they may be arranged in systems of 
great compkxity, an almost endless series of different types of sporophore exists. 

ihe simplest forms are found commonly in many of the lower fungi and in 
nose moulds that are familiar on damp or rotting organic substances and that 
be ong t o several different families of the fungi (Fig. 24). In some of these, 
. P n ' U ‘ ar, y su f h as have a considerable development of aerial mycelium in addition 
m the hyphae buried in the substratum and some of those that grow in water or in 
sou, special sporophores are almost or quite dispensed with, as being unnecessary 
to secure free dissemination. The spores are formed at the tip of, or laterally on 
ora,nary hyphae, or, in the aquatic species, in special cells (‘ sporangia ’), on the 

l, !? erate l d ,n thc air * the water * ° r the soi| »■the L* m av be 
simnl 5 * ' L 0ften> however ’ specialised sporophores are formed, and in thc 
mplest cases these are single hyphae called sporangiophores, or conidiophores, 

on the tin d : ,St,nC ^ ShapC "T* S,Z f’ L wh,c , h S row oul into th e air, and bear the spores 
the tips or sides or on lateral branches (Figs. 24 b, 26) 

Some.il h f,h“ SeS ’ C '7 PS ° f hyPhaC 8r ° Wing d0SC ,0 8 e,her rise into the air. 
(Fi B s 2 ? *8 ! ?7 y rema "? near ,0 8 e,her lateral union (sporodochia) 

more or icss c,oseiy im ° s ° ,id c ° iumns 

Sporophores aggregated into crusts or layers are produced in many fungi. 
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Sometimes these are formed on the surface of the substratum in which the vegetat¬ 
ive mycelium grows, sometimes, especially in parasitic and other fungi that grow 
in the stems and leaves of plants, just below the surface, which is eventually 
ruptured so as to expose the spore-bed (Fig. 29). In either case, the layer of 
sporophores may arise directly from the mycelium below, or there may first be 
formed a stromatic tissue composed wholly or in part of pseudoparenchyma. 
Common examples of spore-beds formed below the surface of the plant are the 
‘ sori ’ of the cereal and other rusts (Fig. 30), and the 1 acervuli * of many of the 
Ascomycetes and of the ‘ Fungi Imperfecti ’ (Fig. 31). When formed on the 
surface, there may be a very large mass of stromatic tissue intervening between 
the vegetative mycelium and the layer of sporophores. Such compound sporo- 



10 ,f^ e ' e, ° P T nt sp ° roi *°chium an <* coremium. A, branching sporodochial conidiophore 
of ,hC bran ?!' CS arc c,ose aether, but free. B-G, stages in development 

dLr :tt Um p U ' bbefi - C * caH >- «***• D G ‘ chains of cells from the sporo- 

' Clement / f ^ MyX ‘ SoC) ' H ‘ 7 - barium cuhnorum. H, sporodochial 

7-0 ZreJi'JT?T° n ° f C ° n o d,a ° n * he acHal m >‘ ccHum (after Bennett, Ann . App. Biol.). 
XI Z stemonirts. J . the ongin from a single hvpha. K, L, 

or l^sTcolfcrent^Tfter'Hasselbrlng^ 1 ' 03 * ^ * °’ ^ ^ 
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phores in the form of superficial stromatic crusts or tubercles may be found 
commonly on pieces of old wood, dead branches of trees, and the like, in damp 
situations. Sometimes the edge of the crust becomes free and curves over to form 
a sort of bracket (Fig. 32). This is the first stage in a process which has as its 
purpose the lifting of the spore-bearing part of the sporophorc above the object 
on which it is growing. In more advanced types, so much of the crust may leave 
the surface that only a narrow band or stalk remains to join it to the latter (Figs. 
33 » 34 * 35 )- way the bracket fungi found on trees and old wood, and 

the laterally attached toadstools, are formed. Finally, the whole spore-bearing 
part of the fructification may be raised from the surface on a central stalk (Fig. 36) 
and may be expanded into a cap at the top, as in the well-known mushrooms, 
or may remain as a simple or branched, vertically elongated body of various 
shapes. 

In another type of compound sporophorc, the spore-bearing hyphac are en¬ 
closed in roundish or cup-shaped or flask-shaped receptacles. To a common 
form of this type the name ‘ pycnidium ’ is applied when it bears spores on the 



IG. 29.—Sporophorcs aggregated into crusts. Rhylisuia acerinum on sycamore. A, section of leaf 
stroma showing four accrvuli (spermagonia); note the vertical spermatiophores arising from 
the stromatic bed and the very numerous, minute, comma-like spermatia. li, general appear- 
ance of the black stromata on the leaf. C, early infection showing small black spots (fringed 
with yellow ; sec Fig. 419). D, later, a group of accrvuli on a stroma. E, surface view of a 
stroma at time of formation of apothecia around the margin of stroma ; note, at centre, con¬ 
version of accrvuli into small, round apothecia. F, surface view of an apothecial stroma at 
time o! dehiscence. G, transverse section portion of stroma showing open apothccium in 
active discharge of ascospores ; the median split in the roof is tilled with mucilage and may 
open and close intermittently. The old leaf tissues below the ripe apothecium still form a 
firm stromatic bed. (See also Figs. 419, 420) 
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/ uremia anomala. A . the sub-epidermal mvcclium 
of binucleate cells. /*, uredospore initials. C, por¬ 
tion of uredosorus; note the long hvpha-likc 
haustoria penetrating the host cells. D, a group 
of uredosporcs arising from a common basal cell 
(after D’ Oliveira, from Revista Afrom>mica) 


musarum on banana. Formation of the 
spore bed below the cuticle (after 
Wardlaw, Trinidad J. Agric.) 


He. 32.—Sporophores of Ster cum p,„- 
pureum on dead branch of a plum tree 
killed bv * silver leaf * disease. On the 
vertical branches, as here, the outer 
edges of the crust-like sporophores are 
free, but on horizontal branches, or 
fallen logs, the sporophores arc rc- 
supinate Hat crusts firmly attached all 
around the margin (reduced) (photo 
by Dillon Weston) 


lc - 33*—Sporophores of Polystictusrcrsi- 
color. The bracket-like fructifications 
arc free at the edge and curve, be¬ 
coming more or less horizontal on 
the tree trunk (reduced) (photo by 

Bayliss-Elliott) 





Imc. 34.—Sporophore of Polyporus st/uamosus on a dying trunk of dm. Note the dense porous 
hymenium on the under surface which, at the time the picture was taken, with .1 In am ol strong 
sunlight falling across the sporophore, w as sending out intermittently dense clouds .it spores into 
the air ; note the short stalk of attachment 


I' IG ‘ 3 S-—Sporophorcs of Panus stypiicus. Top, the 
fructifications in side view, showing differentia- 
fon into a spore-bearing cap or pileus and a 
sterile stalk or stipe ; below, the same showing the 
gills and stalks (reduced) (photo by liayliss-Elliott) 


Fu;. 3 j»-—A group of the 4 ink cap ' fungus 
(Cupnnus) showing the typical agaric kind 
of sporophore where a cap or pileus is 
clearly differentiated from a vertical stalk or 
stipe (reduced) (photo by Williams) 







F,C - 3 8 -—Structure of the perithecium. A 
thecum °f Op/nobolus graminis within th 
sheath from oat stubble. The interior is 
with club-shaped asci and the ostiole with 
physes ; on left, a bundle of the septated m 
shaped ascospores 


htG. 39. The apothecium. Apothccia 
of the larch canker (Dasyscypha 
tcillkoniniii ( x 2) 
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Fic. 40.—Apothccia. A, a group of apothccia of Sderotinia cinerea from potato stem, developed 
in culture; note, towards the centre, their association with clusters of Botry/is conidiophores 
(adapted, after Groves and Drayton, Mycologia). B, a group of apothccia of Sderotinia minor, 
a seed-borne fungus on clover; top, three seeds with young apothccia growing from sclcrotia 
on the seeds ( x 4); below, apothccia growing from a sclerotium in culture ( x 5) (after Alcock, 
Trans. Bol. Soc. Edin.). C, apothccia of Sderotinia f>o/yhlastis, on leaves of Narcissus ; inset, 
apothecia produced singly from sclerotia (adapted, after Gregory, Trans. Brit. Myc. Soc.) 


outside of the fertile hyphae (Fig. 37), and ‘ perithccium ’ when the spores arc 
enclosed in the sac-like hyphae (asci) characteristic of the group of fungi known 
as the Ascomycetes. Frequently the term perithecium is reserved for these fructi¬ 
fications when they are distinctly flask-shaped and opening by a mouth or ostiolc 
in the neck (Fig. 38), the term apothecium being given to the forms which open 
wider so that they appear like shallow cups or saucers (Figs. 39-41), and the term 
clcistocarp or clcistothecium for the forms which arc more or less spherical and 
open irregularly or by a general breakdown of the wall (Figs. 43,44). The perithecia 
may be formed either on the surface of the substratum, e.g. Nectria (Fig. 42 b), 



IG. 41.—Structure of the apothecium. Transverse section leaf of clover showing fully developed 
apothecium of Pseudopeziza trifoln ; the mycelium occupies the host cells between which is 
an accumulation of black substance formed by the fungus at the expense of the host cell-wall 
material; the club-shaped asc, contain eight ascospores (mainly in two rows) ; the paralyses 
are numerous and slender; note a young apothecium at the lower epidermis 





FlC. 42.—Pcrithccial stromata. A, spheri¬ 
cal stromatic head of Clavicept pur¬ 
purea showing the numerous sunken 
pcrithccia, with slightly protruding 
necks ( x 70). B, the spherical pcri¬ 
thccia of Nectriagalligena, more or less 
free from each other (not forming a 
continuous stroma), erumpent and 
attached to the host only at the base 
( x 18). C, thin, continuous stroma of 
Epicliloe typhina, forming a film cover¬ 
ing the leaf sheath of a grass (cocks¬ 
foot), the pcrithccia being completely 
sunken (see also Figs. 223, 238, 341) 



Ftc. 43—The cleistothccium or clcistocarp. The 
spherical fructification of Erysiphc polygoni, 
from Lathyrus communis. It contains several 
asci and opens by an irregular slit to set free the 
spores ; note the simple appendages confined 
to the lower half of the body. The fructification 
was slightly crushed to cause the extrusion of 
the oval asci in which about four or five asco- 
sporcs arc usually developed 



T P °" Um Wtf"*'""*)- The fructification is spherical and thin-wallcd 

from Tou lo e,ehVasensn 3 8C " ’V'l ,0 = 'he oval asci contair 

vnh th, J ?7 n *? me ‘ , *r ,e funsal P ar enchyma cells still remain intermix 

vi* the asci or spores in .1, showing the fructification in section. B, a fructification in surfac. 
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or immersed in it, e.g. Epichloe , 
Claviceps (Fig. 42, A, c), and opening 
to the surface by the narrow neck 
through which the spores are expelled 
when ripe. Sometimes they are 
formed close together but free from 
each other as in Nectria and Ophiobolus 
(Fig. 196), sometimes in groups im¬ 
mersed in a common stroma as in 
Claviceps and Epichloe , and, as in these 
two types, the stroma has in some 
cases become elevated or vertically 
elongated so as to raise the spore 
receptacles above the level of the sub¬ 
stratum. 

In most compound sporophores, 
the spores are not produced on all 
parts of the organs. In the mush¬ 
rooms, for instance, they are formed 
only on the surface of the gills found 
on the under side of the expanded 
‘ cap ’ (Fig. 45). To the fertile part 
of the sporophore, i.e. that part which 



Fig. 45.—Complete section across the cap or pileus 
of a small sporophore of Coprinut showing the 
radiating gills covered with the blackened 
hvmenium ( * about 12). When the spores 
arc ripe the gills become deliquescent and dis¬ 
appear in the form of inky drops ; note that 
the spores mature in succession, and deli¬ 
quescence proceeds from the margin of the 
pileus towards the centre, or stipe 


actually bears spores, the name ‘ hymenium ' is given (Fig. 46). 


In many cases, where the spore-bearing hyphae arc so numerous as to form 
definite layers or a hymenium, certain sterile hyphae usually of characteristic 
form, occur intermingled with the fertile ones. These are frequently known as 
‘ paraphyses ’ and are especially common in the Ascomycetes and Basidiomycetcs 


(Figs. 41, 47). The basidia of 



the Hymenomycetes are often 
interspersed with sterile cells 
or ‘ cystidia ’ (Fig. 48). 

From the above account of 
the fungus body, it will be 
seen that an ordinary fungus 
consists of a vegetative part, 
usually formed of thread-like 
hyphae buried in the sub¬ 
stratum, and of a reproductive 
part which is sometimes not 
distinct from the vegetative 
except in bearing spores, but 


FlC. 46.—The typical Basidiomycetc sporophyte. Portion 
of a section across the cap of a sporophore of Coprinus 
showing the gills covered by a continuous hymenium 
of basidia with dark-coloured basidiospores (dia¬ 
grammatic) 


is more usually modified to 
form a simple or compound 
sporophore. As the production 
of spores provides for a new 
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Fig. 47 -—Structure of the gill-hymenophorc. Por¬ 
tion of a gill of the previous figure showing the 
central, loose medulla (trama), a layer of small 
cells (sub-hymenium) supporting the continuous 
hymenium consisting of protruding basidia at 
all stages of maturity, furnished with basidio- 
spores (ripe spores dark); some of the smaller, 
intervening cells amongst the basidia arc sterile 
paraphyses ; right, an enlarged basidium with 
four basidiospores borne on stcrigmata 



Fig. 48.—Cystid.a. A, portion of the hymenium of Stereum 
purpureum showing two basidia with sterigmata. colour¬ 
less nypnae, and a single projecting cystidium. B, section 
through the fructification of same, showing vesicular cells 
in the grow,ng region (see also Fig. 88) ( * 330) (after 
Lxcll, Trans. Brit. Myc.Soc.). C, portion of a hvmenial 
layer of Polyporus schtvanitsii, showing basidia, basidio- 
spores paraphyses, and cystidia (shaded) (after Hiley, 

oZd La,,h ' by permission ° f 


generation of the fungus, one may 
consider that the life-history of any 
species begins with the germination 
of the spore and ends with the de¬ 
velopment of new ripe spores, or, in 
the case of those fungi which have 
more than one kind of spore, with the 
development of the final or, as it is 
often termed, ‘ perfect ’ spore form, 
which is usually the result of a sexual 
process or its equivalent. 

Formation of Spores 

The spores of fungi present a 
wonderful range of variation, there 
being hundreds of types differing in 
size, shape, structure, and mode of 
formation (Figs. 49, 50). The one 
fungus may have several dif¬ 
ferent kinds of spore during 
the course of its complete life- 
history. The vast majority 
differ sharply from thejege- 
tative cells of the mycelium, 
but in any single species each 
kind of spore remains remark¬ 
ably constant. Two main 
types may be distinguished : 
a 4 perfect ’ form which is the 
result, immediate or delayed, 
of a sexual process (or its equi¬ 
valent, for fungi have many 
ways of securing the object 
of sexuality —- the bringing 
together of nuclei of dif¬ 
ferent parentage); and an 4 im¬ 
perfect ’ or * asexual ’ form to 
which the term ‘sporangium,’ 
or ' conidium ’ is usually 
applied. When the thallus 
which bears cells capable of 
sexual fusion is distinct from 
that carrying asexual spores, 
the former is termed the 
‘ gametophyte ’, and the latter, 
the ' sporophyte ’. The best 
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example of this alternation of generations amongst the fungi is found in the 
genus Allomyces (Fig. 51), but it is much less clear cut in fungi than in such plants 
as mosses and ferns (,6) . 

Sexual Reproduction 

The perfect form of fructification differs widely in the three main groups of 
fungi, Phycomycetes, Ascomycetes and Basidiomycetes. In the Phycomycetes it 



F,c - 49—Variety of spores in fungi. A-K, spores of aquatic Hyphomycetes, on decaying alder 
leaves. A, Lemonniera aquatica. B, Margaritispora aquatica, showing glycogen contents 
( x 525 ). C, Clavariopsis aquatica (one on the left x 200, one on the right x 120). D, Tetra- 
dadium marchalianum ( x 200). E, Tetracladium setigerum ( x 300). F, Tricladium splendent 
(one on the left x 190, one on the right x 150). G, Varicosporium elodeae ( x 200). H, Anguillo- 
spora longissima, two aleuriosporcs; it is difficult to say where the conidiophorc stops and the 
comdium (aleuriospore) begins ( -220). J, Flagellospora curvula (x 2 io). K, Lunulospora 
curvula ( X igo) (all after Ingold, Trans. Brit. Myc. Soc.). L, conidia of a species of Fusarium 
from buds of apple (after Salmon). M, conidia of Nectria galligena ( x 230) (after Salmon) 
conidia of Helminthosporium atenae (after Dennis). O, spore ball of Sorosporium saponariae 
J * 170) (from Englcr & Prantl). P, three uredospores and a teleutospore of Puccinia graminis 
(after Sachs). Q, Phragmidium subcorticatum, a teleutospore ( x 350) (after Engler & Prantl) 
K, two rnuriform spores of Stemphyiium piriforme (after Saccardo). 5 , Macrosporium commune 
(alter Saccardo). T, Alternaria tenuis (after Saccardo) 



Fig. 



SO.—Spore Germination 

T'" < * *«» <>f>« Murphy & McKav. Sri 

Of the filiform, septated r. . 

5 lhrCe ^rminating ascospores of Uphockrmium 
hree spores show vesicles (after Jones. Ann. Bo,.) 
5 Srr p ^ duc,n K a septated basidium (promycel!_ 

narper). 0 germinating smut spore of Uttilago carbo sho 
cell to another (after Rawitscher). //, a 
Brefcld). I, J, germinating smut spores 
A. germinating spore of TUUtia inrici 
Puccini a sonchi (after Lamb. I led,agio), 
gramma) showing the two cells producing 
(after Sachs) O, germinating uredospore of 


A, B, C, stages in germination of conidia of onion mildew {Perono- 
,. , . P'oc. Roy. Dub. Soc.). /) germination 

a*,*. 

fnnattn, showing delicate spore sheath ; 
/*, genninating smut spore of Uslilago 
lum) bearing sporidia or basidiospores (after 
*r :..jwing passage of nucleus from one 
germmating spore ball of Tolyposfiorii,,,, junci (after 
• oi c stitagn avenae (after Western, Phytopathology). 
(a ter Brefcld). I„ M, genninating mesospores of 
- . germinating teleutospore of stem rust ( Puccinio 
a septated promycelium with sterigmata and sporidia 
- *>- same, the hyphae passing out through the germ 
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is a thick-walled, well-defined cell, to which the general term ‘ zygote ’ is applied 
in some of the more primitive forms (Chytridiaceae), while in the Oomycctes the 
zygote is termed an ‘ oospore ’, and in the Zygomycetes, a 4 zygospore \ A 
zygote is simply the end product of the fusion of two cells with sexually differentiated 
nuclei which also fuse. These cells are known as 4 gametes ’ and in some of the 
Chytridiaceae are motile ; they may be outwardly alike, so that a 4 male ’ is not to be 
distinguished from a 4 female ’ gamete (Fig. 250, 16). An oospore is a cell resulting 
from the fertilisation of a larger female cell or 4 oogonium ’ by a smaller male 
cell, the * antheridium ’, both borne on hyphae of the mycelium (Fig. 52). A 
zygospore results from the union of the tips of two branches of the.mycelium, 
often quite similar to one another (Figs. 53, 54). In all these cases fertilisation is 
completed, as usual, by the fusion of the nuclei from the two uniting gametes 
to form the zygote (28) . At some stage prior to fusion the nuclei undergo a 4 reduc¬ 
tion ’ division, which results in the halving of the number of 4 chromosomes * 
(the bearers of the characters of the species) and gives rise to what is termed the 
' haploid ’ phase of the life-cycle. When two haploid nuclei come together in a 
cell, the dikaryophytic, dikaryo-, or dikarvotic phase is initiated ; fusion of the two 
haploid nuclei (sometimes long delayed) restores the original number of chromo¬ 
somes, half of which arc now of different origin from the other half, and the 
resulting nucleus is termed 4 diploid \ The process directed to bringing together 
the two haploid nuclei in one cell is sometimes called 4 diploidisation \ 

In the Ascomvcetes the perfect stage is the 4 ascus * (Fig. 55), a sac-like, 



Ho. 51.—Alternation of generations in Allomyces. A, AUomyces arbuscula, the asexual thallus 
bearing sporangia (after Butler). R, C, upper cell, a female, lower cell, a male gametangium, 
from a sexual thallus of same ( x 523) (after Hatch, Ann. Rot.). D-L, AUomyces javanicus. D, 
portion of an asexual thallus bearing zoosporangia. E, a zoospore. F, portion of a sexual 
thallus bearing the two kinds of gametangia. O', //, the sexual organs, the terminal cell a 
male, the penultimate cell a female, gametangium. /, the larger macrogamete. J, the smaller 
microgamete. K, early fusion of the gametes. L, complete fusion to form a zygote (after 
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roundish or elongated cell containing ‘ ascospores \ which is sometimes immersed 
without orderly arrangement in a stroma or in meshes of the mycelium but usually 
lies side by side with other asci and, perhaps, paraphyses to form a definite 
hymenium. In some forms the ascus is the result of the fertilisation of a female 
cell, the ' ascogonium through a process or ‘ trichogyne ’ which contacts an 
antheridium-like male cell (Fig. 56). Instead, however, of the two nuclei uniting 
as in the oogonium, they may divide several times and a male and a female pair 
pass into each of a group of cells (the ‘ ascogenous hyphae ’) which grow out from 
the ascogonium ; from one or more of these cells the asci arise, each ascus 
still having a male and a female nucleus (Figs. 56, k-n). Fusio n of the tw o 
nu c le i occurs in _jJie_young^ascus apd _the ascospores arise by the divisio n of 
tliis_sexual nucleus. Owing to their relative sizes the nuclei often have to lie in 
single file in the ascogenous hyphae, and an arrangement known as the ‘ crosier ’ 
formation is formed bv which the division of th*» nni’lpi Krinnr tnnntlw..- « 




*' IG - 53 -—Sexuality in a hetcrothallic zygomycete. A colony of Mucor hiemalis derived from » and - 
strains, showing a zone of dark-colourcd zygospores at the line of junction between mycclia of 
opposite signs ; a culture on weak potato agar at 18 C. ( * J) 



•ic. 54—Sexuality in a homothallic zygomycete (Sporodinia grandis). A, a portion of the coeno- 
cytic mycelium. R, fusion of two hyphal tips (gametophorcs). C, the cutting-off of two 
terminal gametangia and the fusion'of their contents following the breakdown of the intervening 
''all ; the contents of the smaller gametangium appear to be penetrating the contents of the 
larger gametangium. D, the young zygospore at the time of nuclear fusions. E, a few of the 
nuclei in the zygospore showing various stage.-, of fusion. F, a nearly mature zygospore show¬ 
ing increase in size, cytoplasm vacuolated and oily. G, nuclei of the zvgospore (after Keene, 
Ann. Rot.) 



FlG ',ic7u"!cro\ 0 3 e cLl ,h ^r C irl 1SCOSP r'"- ,7' E — """■"■ ««i formed under 

“*£“ <>"" «•.""«»■ «• C. cleis.ocarp, of 
D, four ascospores of Dasyobolls i^m^^ , * r WI,h ascos P or «* < aflcr Salmon), 

two on the right have a purple band ( 2 7ow\f!'° °r ^ *v arc L normal P ur P ,c s P orcs . thc 
Brit. Mye. Sac ) F thJl a LV (> 2/0) (after Gwvnne-Vaughan & Williamson, Trans. 

ascospores spirally coiled while within ° f <>f,hiohol,,i het "ostrophus showing the 

mucous sheath (v 3,4) Rafter D^chs Z \ 4 '' o'* s'***™' 3 re,eaScd a ^sporc with a 

showing four-celled ascosnores (' ’ ^ an ascus of Sporomia intermedia 

or less united°bv mu c il a gc°strands* * u ™ ° ,hc —P*- more 

. uciiagc strands, just p rior to dehiscence (after Ingold, Am Phytohgist). 
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of nuclei, male and female, in the penultimate cell, from which the ascus arises. 
The clamp connection of the Hymenomycetes, to be described below, serves the 
same purpose (34) . There is still some disagreement as to the number, location 
and significance of the nuclear fusions preceding the formation of ascospores, 
and the details of the sexual process are as yet uncertain in some forms. In some- 
cases a fusion of the male and female nuclei has been observed in the ascogonium, 
in addition to the fusion in the young ascus, and two reduction divisions following 
this double fusion have been described. 

In the unicellular yeasts the single cell may become converted as a whole into 
an ascus (Fig. 57), the formation of which may be preceded by union with another 
cell by means of a short bridge across which the nucleus of one cell passes to fuse 
with that of the other. In cultures of these fungi some cells are haploid, some 
diploid. 

The great bulk of the Ascomycetes are contained in two main groups, the 
Pyrenomycetes in which the sporophore is a flask-shaped perithecium (Fig. 38), 
often immersed in the tissues or in a stroma and opening by a narrow neck, and 
the Discomycetes in which the hymenium lines the inner surface of a cup-shaped 
sporophore or apothecium (Fig. 41). In the Pyrenomycetes, which are the most 
numerous and diverse group of Ascomycetes, the hymenium lines the inner surface 
of the perithecium and the spores may be extruded while they are still enclosed in 
their asci or after they have been set free into the cavity of the sporophore. In 
the heterogeneous group, the Plectomycetes, the powdery mildews (Erysiphaceac) 
are furnished with a characteristic type of fructification, the cleistocarp or cleisto- 
thecium, which is not provided with an opening and the ascospores are only liberated 
after the protective wall ruptures or decays (Figs. 43, 44). The Exoascaceae are 
included in this group although (as the name implies) the asci are not enclosed in a 
special body at all, but — like Taphrina (Exoascus) deformans , the cause of peach-leaf 
curl (p. 770) — are exposed on the surface of the host once they break through the 
cuticle at maturity (Fig. 143). The typical number of spores in an ascus is eight 
but there may be fewer (in the yeasts, often only one to four) or more, when the 
number is increased by division of the original nuclei, usually to a higher power 

of 2, as 16, 32, 64, 128, but sometimes irregularly from suppression of one or more 
spores. 

In many of the higher Ascomycetes (Pyrenomycetes and Discomycetes) the 
ascogonium which eventually gives rise to the ascogenous hyphac appears often 
to be fertilised by microconidia (oidia or spermatia) (Fig. 58). The oidia may be 
borne laterally on small awl-shaped or vcrticillate sporophores and in certain fungi 
as in the genus Sclerotinia — do not function as ordinary spores as they do not 
give rise to a mycelium. When set free in Sclerotinia they adhere to cells either in 


oauern In f ° Ur asco *P orcs lowing vacuolated cytoplasm ; the 

surfer? V ; C f p,sp ° rc corr ^P° nd J *0 ‘be pos.t.on of the vacuoles : on the right, a spore in 
W,ahLr Gw >' n / n «- Va “P f han. Ann Hoi.). J. ascus. paraphysis. and ascospores of 

K^ SU Tr (a / ,C y J . F - Wi,Son * Trans - R °y Sect. Arbor. Soc.). 

lion r T P V" L ? P l' oderm,um . inset, the spore nucleus (after Jones, Ann. 

spirailv P t /;* y ° un * ascus showing ‘he eight filiform spores 

-XLr ( STo„or^.x.T a,e ' ■ " oss - scc,ion ° f an ascus * * —■ 



c 



'br .nch^ K h K ^i 0niyCC, u‘ t r‘^^' a " W aurora ’ A < hypha with developing sexual 
idium ik . hr u nChC k fi,an :r; ha,f - way down on ,ht * ri«ht will probably form an anther- 
rT; k r k u^ 1 f ° 1 rTn . 00ft0nia - *• a branch ending in an antheridium. 

ou n ' branches with developing oogonia. from one of which a trichogvne is being put 

St p *2 °?* on,u "V v,lh I nchoc > n L c and branch ; the latter is shown again to the 
nvU ed^ooon- L ,I” f b r nCheS ’ JU A* befo,e union of trichogvne and anthcridium. F, a 

ss* 

2~> ^: h tr 5,on - ,h -——< *— 




>0.- i in prooaoic function of microsporcs 
(inicroconidiu, oidia, and spcrmatia) in the 
Ascomycctcs, as shown in Seteroiinia convo- 
luta: the Kcnctic connection between the 
Bolrylit stage and the perfect Scleroiinia stage, 
-•f, asci, ascospores, and paraphyses from the 
apothccium of .V. convolute shown in vertical 
section in E. B, a germinating ascosporc pro¬ 
ducing microconidia. C, a branched conidio- 
phore with immature macroconidia. D, mature 
macroconidia. F, a group of apothecia in 
association with bunches of the conidiophores 
of the Botrytis stage. G\ a group of the stalked 
apothecia (after Drayton, Mycohgia) 


Fic. 57. —Ascus formation in 
the yeasts (Saccharomycetes). 
Budding cells of yeast 
(Saccharomyces cervisae) ; be¬ 
low, stages in segmentation 
of the cell contents to form, 
usually, four ascospores in the 
improvised cell which becomes 
an ascus ( x 700) (after Hansen) 


Fic. 



59 .~ T he spermagonium. A typical spermagonium of the rusts. The flask-shaned oro™ 
med w lth narrow spermati.l hyphac which abstrict in great numbers the mZte 

be Daranh rma,,a u < ? I T" C h>phac with blunl tj P s issuin « a < «he osliole may 
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special receptive bodies raised 
above the level of the stroma, 
or contained in the sclerotia 
which are characteristic of these 
fungi. Fusion presumably 
results in the transference of 
a nucleus from a hypha in one 
mycelium to another, and apo- 
thecial development follows * 22) . 
Spermatia borne in special 
spermagonia have long been 
known to occur in the life-cycle 
of many rusts (Fig. 59) Pyrc- 
nomycctes and Discomycetes 
(Fig. 29, a, d) and to have no 
apparent function as spores 
capable of reproducing the 
species. In a few cases they 
have also been found fusing 


WItn CC S °* the P r,mordia ot 

1 /F**\ perithecia, and though the evi- 

J dencc is largely circumstantial, 

lt ' s probable that both oidia 
wWl "* \AAA and spermatia ordinarily func- 

' \ jrlr tion as haploid 4 male ’ cells. 

(. " J \ r *: j a /,. S Turning to the Basidiomy- 

J h - : s J / /' J cetes, a still greater complexity 

\ J g V "J h ‘"’ /I ‘ s ^ ound > n l be processes which 

' seem to serve the ends of a 

F,G ^ SC n Ua, 7 ,n ,hc f iR u he I Basidiom y<**« (Eumy- sexual union. In place of the 
ettes). Development of the four-spored basidium and „ c .u a 

spores in the mushroom. A, multinucleate portion of ascus t ^ c AscomycetCS, the 
a mycelial strand connecting the fructification to the ‘ basidium ’ marks the perfect 

7 yc ' li K um -. B ‘ P“" . of * «» from un - Stage in the life-cycle. The 
differentiated fructification, showing six nuclei, with 3 , . . 

granules near the septum. C, binucleate cells of the sub- tefm Promycelium IS also 
hymemum, the terminal cells being young basidia. D-I, applied to the basidium in this 
stages in the dcvelopmcntof a basidium, with four stcrig- g r0U D It is a round rlllb- 
ma.a bearing basidiosporcs which eventually become ° ? . 

binucleate (all approx, x 2000) (after Colson, Ann. Bot.) sha P ed OT baton-shaped body 
. in which the gametic nuclei 

Juse. Subsequemly it gives out a group (typically four) of spores (‘ sporidia ’ or 
basidiospores ’) on short outgrowths (‘ sterigmata ’) from its surface (Fig. 60). In 
the wide sense, the Basidiomycetes include the smuts and rusts as well as the mush¬ 
rooms and bracket fungi, and the different groups vary considerably in the details 
of their perfect stages since the sporidia of the two former groups do not arise 
immediately from the zygote. 

The sporidia of the smuts are borne typically on a promvcelium which resembles 
a stout germ-tube arising from the smut spore (Fig. 61).' In the majority of the 
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Pic. 61.—Sexuality in the smut fungi (Ustilaginalcs). 
Stages in the germination of a spore of Usli/ago 
scabiosae, the germ-tube becoming a four-celled 
promycclium or basidium. each cell, after nuclear 
division, producing one or more sporidia or 
basidiospores (after Harper) 


species the promycelium is divided 
by transverse septa into four cells, 
each of which contains a single 
nucleus (haploid). Usually a single 
sporidium or hyphal branch is 
produced from each promycelial 
cell, but sometimes two or more 
are developed; the promycelial 
nuclei do not pass out into the 
sporidia but divide, and each of the 
daughter nuclei enters a sporidium. 

In some cases this nuclear division 
may be repeated several times so 
that crops of sporidia arise directly 
from a promycelium. Sometimes 
the four cells of the promycelium fuse in pairs by means of small buckle-like 
outgrowths through which a haploid nucleus passes from one cell to the other 
(I*ig. 62). Thus the binucleate, dikaryotic condition in the smuts may arise 
from the union of two sporidia or hyphal branches (germ-tubes), or from the 
union of two promycelial cells. In the genus Til/etia, the nuclei usually pass 
into the sporidia or hyphal branches, none remaining in the promycelium 
which in this type usually remains unseptated (Fig. 63). In Titletia the primary 
sporidia formed at the tip of the promycelium become binulceate by fusion in 
pairs; they give rise to fine hyphae on which are borne secondary sporidia which 
arc usually also binucleate but on germination give uninucleate and presumably 
haploid sporidia. These secondary and tertiary sporidia are considered by some 
to be the true basidiospores (Fig. 63 c) <*>. The smuts are parasites, and in a good 
many species it is the binucleate germ-tubes (‘ fusion hyphae ’) which enter the 
host plant, the cells of the mycelium in the host usually again appearing binucleate 
just before the smut spores form, when the two nuclei fuse, transforming the smut 
spores into diploid zygotes. In some species the fusion hyphae are formed within 
the tissues of the host and there is some uncertainty as to the details of the change 
r°m the haploid to the diploid phase in these. The completion of the sexual 
process from the time the two nuclei are brought together in a cell (‘ dikaryon ’) 
until their fusion in the young spore may take several months. The sporidial 
stage can be readily grown in culture, and experiments with cultures derived 
trom single sporidia have established that fusions will only occur between certain 
pairs, and that the four promycelial cells usually represent two 4 males ’ and two 
females ’ so that a simple form of heterothallism (see below) exists. Since in 
some species more than one pair have been found capable of fusing, it is necessary 
to recognise the existence of more than two kinds of sexually functionable gametes 
intungi or else to use another terminology. Thus, some speak of the 4 A ’, ‘ B ’ 

U , etc., 4 genders 1 instead of sexes, or of compatible and incompatible groups’ 
At least nine such groups appear to be recognisable in maize smut s*> 

two n,,H,' 0ng been k "T l M at have 3 dikar y°phytic phase in which 

two nuclei occur m each cell. This commences as a rule somewhere in the 
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Fic. 62.—Sexuality in the smut fun»ti (con¬ 
tinued). A-K, stages in the germination of 
the spore of Ustilago carbo, without the 
formation of sporidia. A, cross-wall near 
the spore breaking down to admit passage 
of nucleus to the next cell. B, a * buckle- 
joint ‘ hypha sent out from the terminal 
cell of a basidium to receive a nucleus from 
the spore, the terminal cell thus becoming 
binuclcatc (dikaryophytic). C. E, F, G, 
stages similar to A, showing binucleate 
cells. D, fusion of cells from different 
promycelia. //, 7 , J, various fusions of 
promycelia, or of promycclial cells. K, a 
spore germinating forthwith to form a germ- 
tube, the long cell becoming binuclcatc 
( x 400) (after Rawitschcr) 


primordia of the aecidia and terminates 
in the ripe teleutospore (Fig. 64) where 
the two nuclei fuse to form the zygote. 
Rusts are amongst the most pleomorphic 
of the fungi, the full life-cycle often 
possessing no less than five spore stages. 
The basidium (promycelium) arises from 
the germination of the teleutospore — a 
resistant spore-stage homologous with 
the smut spore — and the haploid phase 
is initiated during the process of nuclear 
division in the promycelium, and which 
normally results in the production of 
four sporidia (basidiospores), one from 
each of the four cells into which the 
promycelium becomes divided by trans¬ 
verse septa (Fig. 64). As in the smuts 
the four sporidia belong to two ‘ sexes 
The haploid sporidia infect the host (all 
the rusts are parasitic) and cause the 
development of immersed flask-shaped 
spermagonia containing masses of tiny 
spermatia which arc extruded in a drop 
of sweet ‘ honey dew ’ or nectar through 
the neck or pore to the surface of the 
plant. Here they are visited by flies or 
other insects which carry them to the 
openings of other spermagonia where 
they adhere to certain emergent hyphae 
(Figs. 65 c, 66, 185) in or at the margin 
of the spermagonium The next 
stage is difficult to follow and seems to 
differ in different species. In some, at 
least, the nucleus of the spermatium 


appears to be able to pass back through 
the hypha with which it fused to reach the deeper levels of the haploid mycelium 
developed from the sporidium (Fig. 66 b) The general outcome is the 

establishment of a binucleate (dikaryophytic) condition of certain haploid cells 
at the base of the future sporophore which develops in the vicinity of the 
spermagonia, often on the opposite side of the leaf. This is the aecidium, 
bearing binucleate aecidiospores in chains (Fig. 67). From the dispersed aecidio- 
spores arises a parasitic mycelium, the paired nuclei in the cells of which are 
maintained by conjugate division. It is this dikaryophytic mycelium that gives rise 
to binucleate uredospores, often in repeated crops of uredosori in such quantity 
that the ye lowish or rusty spores colour the surface of the soil under the infected 
plants. Lltimatcly teleutoson replace the uredosori and the paired nuclei at last 
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He. 63.—Sexuality in the bunt of wheat (Tilleiia caries). A. 
the germinating spore, showing a stout basidium or 
promycelium bearing, on short sterigmata, long * primary 
sporidia ’ which fuse in pairs in H-fashion. B, a pair of 
primary sporidia germinating after such a fusion, to pro¬ 
duce a thin hypha which is giving rise to a ' secondary 
sporidium ', this probably being a true basidiospore (after 
Brefeld). C. fusion of thin germ-tubes arising from 
secondary basidiospores to form a thick, dense * fusion 
hypha ', prior to infection. D. E. fusion hyphae arising 
from fused, thin haploid hyphae from which the basidio- 
sporcs have become detached. C, D, E. on wheat 
colcoptilc (after Churchward, Ann. App. Biol.) 


fuse in the mature teleuto- 
spores (see life-history of 
Puccinia graminis , p. 347). 

The rusts frequently over¬ 
winter in the teleuto-stage, 
producing their promycelia 
(basidia) when the teleuto- 
spores germinate in the spring. 

In a considerable number of 
species the haploid sporidia 
from the promycelium are 
unable to infect the species 
of host plant on which the 
uredo-teleutospore stage de¬ 
velops, but attack some other 
species, often far removed 
systematically from the first, 
and cause the development 
in it of a haploid vegetative 
mycelium leading to the 
aecidial stage, while the bi- 
nuclcate aecidiospores carry 
the fungus back to the original 
host. This, which is known as ‘ hcteroecism ’, will be further discussed in a later 
section (p. 87) and seems to be a step in advance along the path already entered 
by the smuts, where the haploid germ-tube may be devoid of parasitic capacity. 

In the Basidiomycetes 
proper the conception of 
sexuality must be further 
stretched if it is to cover 
all the known cases. Not 
only are the four sporidia 
or basidiospores that are 
normally borne on four 
sterigmata on the free end 
of the basidium often only 
able to form thalli that 
can fuse in pairs which 
are mutually inter-sterile, 

F , ^ bu * isolation of sporidia 

■ A 4 7 Z j POrC cy ; ,e ° f Pu ft ia ^ am,nis on * hc ccrcaI host - from other sporophores 

* part of a uredosorus (after Duggar). B, germinating _ r • F F 

uredospore. C, part of a teleutosorus showing mature tcleuto- ° r ot ber regions may go 
spores in the cells of which the long-deferred fusion of paired On adding almost inde- 
nfUde* takes place (after Eriksson & Henning). D. germination finitely to the nnmher 
of the teleutospore. resulting in a haploid condition of the c ^ u c u mber 

sporidia which, in turn, infect the barberry (after Tavcl. from °* sexua ‘ly functional 

c ary) gametes found. In these 
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Fig.'6 $.—Sexuality in the rust fungi (Urcdincac). 
The origin of the dikaryophytic phase in Puccinia 
graminis. A, a fertile accidium in leaf of barberry 
still covered by its peridium b, and showing the 
' fcrli,c cclls ' at the base. B, enlarged por¬ 
tion showing the fertile cells in A ; most of 
these cclls arc binuclcate (dikaryophytic); at a, 
b, and c, probable places where passage of nuclei 
into the, at first, uninucleate cells, took place. 
C, a sperm agon ium, with spermatia embedded 
in matrix (* nectar ’) at a ; paraphvses at b which 
probably pass back as at c (after Ruth Allen, 
y. Agric. Res.) 


fungi the haploid spore stage may 
he represented by uninucleate oidia 
borne laterally on the mycelium 
(Fig. 68), which may fuse together 
(Fig. 69) or with the end cells of 
hyphae composed of uninucleate 
cells. The result is a binucleate 
cell and the binucleate condition 
in subsequently developed cells of 
the terminally growing hypha is 
maintained by a curious contrivance 
called a ‘ clamp connection ’ (9) . 
This, whose presence marks the 
dikaryophytic phase of the my¬ 
celium, develops around the sep¬ 
tum formed when the end cell of 
the hypha divides. (Fig. 70). The 
clamp begins as a protuberance in 
the side of the end cell just above 
where the new septum will form. 
Both nuclei move to this point and 
one enters the protuberance. Both 
then divide while the septum sep¬ 
arating the parent cell into two 
develops between the pair arising 
from the nucleus which did not 
migrate into the protuberance. The 
clamp completes its development 
by uniting at its tip with the cell 
below the new septum, and a nucleus 
from the pair formed in it passes to 
each of the two cells of the hypha. 
Thus the binucleate cclls always 
contain a nucleus from each of their 
two components. Eventually the 
two fuse in the basidium and the 


perfect stage is achieved. Some¬ 
times the dikaryophytic mycelium arises from the fusion of haploid mycclia 
derived from oidia of opposite sex 14 \ as well as from haploid mycelia of opposite 
sex derived from the germination of the basidiospores. These haploid mycelia 
are without clamp connections and are sometimes termed ‘primary’ mycelia, 
as distinct from the ‘ secondary, mycelia of the dikaryophytic phase. Oidia are some¬ 
times developed on secondary mycelia, when they arc usually binucleate and 
function as ordinary comdia. There appear to be many interesting variations in 
the diploidisation process, even to the transfer of nuclei from a diploid to a haploid 
mycelium, but it would be outside the scope of this survey to follow these or the 
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debates to which they have given rise as to the physiological significance of the 
nuclear behaviour 56 ). There have been several reports of clamp connections in 
the smuts, where the paired-nuclei cell (dikaryon) is less rigidly preserved during 
parasitism than in the rusts. It seems that both in smuts and Hymenomycetes 
the partnership of the two nuclei is liable to dissolution. In Urocystis cepulae 
(p. 702), the parasite of onion smut, the cells remain long uninucleate in onion 
tissues, becoming dikaryophytic just before sporulation. 

Heterothallism 

In all the main groups of fungi it has been found that individual thalli or 
vegetative bodies are not necessarily identical in all their attributes in any given 
species. The difference to which the term 4 heterothallism * is applied relates to 
sexual behaviour; in 4 homothallic ’ forms (Fig. 54) thalli derived from a single 
spore can give the perfect stage, whereas in heterothallic species (Fig. 53) the 
perfect stage is only produced when union occurs between the cells or gametes of 
certain pairs of thalli. Thalli that can contribute to the development of the perfect 
stage are sometimes termed 4 plus * and * minus 1 thalli (Figs. 71, 72) but it is scarcely 



IC. 66. Spcrmatial fertilisation in the rusts. The initiation of the dikaryophasc in Puccinia 
P'lrag,mtes. A, a spcrmatial hypha (spermatiophore) with three spermatia ; B, C, ostiolar peri- 
physcs of the bluntly pointed type, in an unfertilised twelve-day-old monosporidial infection. 
U ' an ostiolar periphysis of the bulbous type in an unfertilised fourtcen-dav-old mono- 
sporidial infection. E, a spermatium united laterally with an ostiolar periphysis in an eleven- 
day-old monosporidial infection which was fertilised with spermatia 48 hours prior to fixation. 
*, a spermatium united with two adjacent periphvses in an eleven-day-old monosporidial infec¬ 
tion which was fertilised with spermatia 48 hours prior to fixation. G, part of a hypha of the 
vegetative mycelium in an eleven-day-old monosporidial infection, showing two thallus-nuclei 
and three spcrmatial nuclei. //, part of an aecidial primordium in a twenty-day-old infection 
irtuised with spermatia, showing binucleate sporogenous cells (dikarvophytic); some * path- 
ay cells contain, in addition to their own nuclei, residual spermatial nuclei (all * 1500) (after 
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possible to restrict the conception to a single 
pair of signs. It is evident that heterothallism 
is a means of securing outbreeding, a matter 
the biological value of which is indicated by the 
many well-known adaptations directed to secure 
the cross-fertilisation of flowering plants (,5) . 

The apparent capacity of the different strains 
in heterothallic fungi to maintain themselves 
indefinitely in the imperfect stage, so that there 
is no way of knowing that they have the ability 
to produce the perfect form unless chance or 
deliberate experiment reveals it, suggests that 
some at least of the great mass of the Deuteromv- 
cetes or 4 imperfect fungi * (see below, p. 338) 
may simply be strains that have lost their 
mates. 

An alternative suggestion that nutrition 
rather than sexuality forms the basis of hetero¬ 
thallism has found some support. In this nutri¬ 
tive theory each of the various strains is thought 
to possess a gene or factor, absent from the 
others, enabling it to utilise some essential food 
material. Union of compatible strains brings 
ability to use all that is required 

Asexual Reproduction 

Out of the multiplicity of asexual spore 
forms found in the fungi certain main types 
may be mentioned. The 4 sporangia ’ of the 
I’hycomycetes may contain unicellular ‘ zoo¬ 
spores \ the animal-like attribute implied in the name being their power of 
swimming about in water by the movement of one or two 4 cilia ’ or 4 flagella \ oar- 
like protrusions of the naked protoplast, attached terminally or laterally (Fig. 25). 

ter this free-swimming period the zoospore comes to rest, rounds off, usually 
becomes provided with a cell wall, and then germinates by a germ-tube or by 
short process which penetrates the host cell. Germination sometimes results 
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Fig. 68 .—Formation of oidia in the 
Hymenomycctcs. A, a chain of 
oidia formed by segmentation of 
contents of a hypha. B, a hypha 
breaking up into oidia at the apex 
with a clear space s between the 
oidia : a, indicating break in the 
cytoplasm ; », a pair of sister 
nuclei ; b, a nucleus dividing.' C, 
oidium. D, a portion of an oidial 
chain, with re, or without, s, a cross- 
wall. E, binucleate hypha b, bear¬ 
ing a uninucleate hypha a which 
has broken up into a chain of uni¬ 
nucleate oidia ; note a clamp con¬ 
nection immediately above the 
letter E. (A, x approx. 900); (B, 

* 700); (C, x 760) (after Brodie, 
Amer. J. Bot.) 


£ ' S™ ? f pnmar> hypha '"'".cellular hypha at IH ; note small haustorium at h, 

matiTl hvnh K ln * nOW K “".“"“i" ( , X “PP rox 365) (after Ruth Allen). C, various sper- 
matial hyphae showing abstr.ction of male cells (spermatia) ( « approx. 730) (after Ruth Allenl 

a P r„ C f “ ,hC ° S,iok ‘ ° f a “P— i" • -enty day in 7 ec,ion some contain 

(after R.uh A I ' J 1 'T' f " "i ,h f re ,S . an add '"onal smaller nucleus ( « approx. 360) 

mutual pressure of neighbouring chains P hexagonal m outline, from 



48 


GENERAL PRINCIPLES 


PT. I 



Fig. 69.—Hvphac of Cliiocybe gigantea breaking up 
into oidia, some of which are copulating, thus 
initiating a dikaryophytic phase ( x approx. 550) 
after Bayliss-Klliott, J. Eton. Biol.) 


in the liberation of a second zoo¬ 
spore on which the position of the 
flagella may now be different, apical 
or lateral, from their previous posi¬ 
tion (‘ diplanetism ’), so that the 
period of free-swimming life is pro¬ 
longed (Fig. 290 d). A transitional 
stage in the adaptation of the aquatic 
fungi to life on land is, perhaps, to 
be observed in the Perotiosporaceae 
(downy mildews) and some of their 
allies. In many of these the 
sporangium often fails to produce 
zoospores but germinates directly 
by one or more germ-tubes, just as 
if it were wholly transformed into 
a single spore. In the Zygomy¬ 
cetes, unlike the aquatic families of 
the Phycomycetes, the spores borne 
in the sporangia are not motile 
but are suitable for passive dis¬ 


semination in the air or water (Fig. 73); these are amongst the commoner land 


moulds and include the well known Mucoraccac such as the bread moulds and 


others found on decaying organic matter in the soil and elsewhere. Most mucors 


have mucilaginous spore heads and are not readily dispersed until the head breaks 


up in water or in the soil solution and the individual spores adhere to soil particles 
and the like and arc dispersed on these (,7) . In some of the other genera these 
dried minute unicellular spores, when liberated by the disintregation of the 
sporangial wall, become air borne and are blown about as dust. Pilobolus has 


the whole sporangial head shot by a water jet generated in the sporangiophore 
to a distance said to be sometimes as much as a yard (Fig. 74 a-d). 

Asexual spore types in the Ascomycctes are legion. To most of them the 
general term ‘ conidium ’ is applied, and this name is also often given to those 
sporangia of the Phycomycetes which germinate directly by germ-tubes; they are, 
nevertheless, potential sporangia in this group. The conidia of the Ascomycetcs 
may be composed of one or many cells, uni- or pluri-nucleatc, and of the most 
diverse shapes from simple rounded or oval forms to branched bodies, sometimes 
furnished with slender cilium-like antennae from the end cells. 


In the simplest case a conidium is merely the (usually swollen) end of the 
fertile hypha (‘ conidiophore ’) or of a small stalk from the end or side of the latter. 
I he spore is cut off by a septum from the parent hypha and may be called a 
thallospore. Very often, instead of a single spore being thus formed, a chain of 
spores arises from the sporophore or conidiophore. These chains may be developed 
in either of two ways ; most commonly, each new spore of the chain is successively 
cut off from the tip of the parent hypha so that the end spore of the chain is the 
oldest (‘ basipetal ’ formation) (Fig. 75); less often, the first-formed spore buds 
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out another from its tip, and this in its turn another, so that the end spore is always 
the youngest ( acropetal ’ formation). As there may be more than one bud from 
the tip ot a spore, the chains of the second type are often branched. 

After a comdium or a chain of conidia is formed on the end of the conidiophore 
the latter may continue to grow from a point just below the tip. The new growth 
usually tends to preserve the same direction as the original stalk, so that the spore 
is pushed over laterally. Slight kinks or knee-bends are often visible at the points 
where such lateral spores have been shed (Figs. 26, 76 a). 

Instead of the tip of the conidiophore bearing a single spore or chain of spores, 


Fic. 



v^iamp connections and the initiation of the dikaryophase 
a* tk IUm j Cortlclum serum > showing the parent cell uninucleate • 
nc end walls ; the branch hypha is binucleate. a nucleus bavins 
«t by way of the clamp « * - ^ . * 

°Jb' b >a conigena showing conjugate division of paired nuclei in u.. _ 

transferen^T 31 ?' P' 1, ?™ illaria mucida showing development 
th , ncc of nuc,cl through clamp connection. D, the paii 
v«L C ' a ? P * J - ’ the con -i u 6 ale division. F, two of the rcsuli 
r w 8 K ba ^. dlUm 1 ° f thc other two * one remains in C. 
hanll , iH aS,d, . Um T th L * he fuS '° n nuc,eus C deferred fertilisation 
ploid nuclei which finally pass into the four basidiosporcs 


• A, branching hypha of 
the initiation of two clamps 

__. . , —o probably passed over into 

f° ._ C On ab J 0VC, . fr0m . !hc . pa . rcnl 5 el1 .- af,cr nuclear division. B, C, 

the clamp connection on thc 
: of basidium, following 
nuclei taking up position at 
5 four nuclei pairing in the 
thc bulge, the other in the stalk-hypha. 
-1 ’). /, division resulting in four 
(after Kniep) 



GENERAL PRINCIPLES 


PT. I 


50 





it often branches and the conidia 
are borne on the ends of the 
branches, which may be of limited 
growth and characteristic shape 
as in Penicillium (Fig. 77 c). Or 
instead of branching, the apex of 
the fertile hypha may enlarge 
into a head or columella as in 
Eurotium (Fig. 77 a) which bear* 
a number of spores or chains of 
spores, again usually on special 
short stalks. The term sterigma 
is again often applied to such a 
spore-bearing stalk and, as it 
may branch one or more times 

FlC. 71.—Hetcro.hallism in ,hc fungi. Humana g.anu- bef ° re ,he S P 0reS develop, Sterig- 
lata (Ascomycetes) showing an archicarp develop- mata 0 f a second or third order 
ing in the neighbourhood of anastomosis between + mav be recognised, 
and - mycclia ( x 200) (after Gwvnnc-Vaughan & »».. ®. , , , 

Williamson, Ann. Bot.) 1 sterigma, or hyphal 

branch, which abstricts conidia 
in succession, thus becoming constricted just below its apex, before cutting off 
the spore, is often called a phialide, and 
the abstricted conidium a phialosporc, 
e.g. Penicillium (Fig. 77 c), Margariti- 
spora (Fig. 76 b), Flagel/ospora (Fig. 

76 c). During this development there 
is no formation of a cross-wall separat¬ 
ing the spore from its phialide, and a 
cleavage line arises separating the two 
when the spore is fully grown. When, 
however, a newly developed spore is 
delimited from its parent hypha by a 
new transverse wall, it is called an 
aleuriospore (Fig. 76 d, e, f). In some 
forms (Anguillospora lotigissima, Fig. 

76 f) it is not certain where the conidio- 
phore and the aleuriospore begins, until 
the separating cell is differentiated. 

Again, spores formed on a sterigma or 
hypha, without reference to the growing 
point of the hypha, are called radulo- 
spores, e.g. Botrytis cinerea (Fig. 77 d). 

Some fungi develop their spores in two 
of these ways, thus the last-named type 
may also produce phialospores, and 
Acrospeira levis may have aleuriospores 




■ 




Fic. 72.—Heterothallism (continued). Ascobohs 
ntagnificus. A-C, pairs of young male and 
female branches ; in C, the first hvphac of 
the sheath arc growing out. D, the oogonium 
forming ascogcnous hyphae ; the tip of the 
empty anthcridiurn is attached to end of 
trichogyne. E, oogonium with ascogcnous 
hyphae and empty anthcridiurn (all * 200) 
(after Gwynne-Vaughan & Williamson, Ann. 

Bot.) 
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and phialospores, but others, such as 
Penicillium produces, asexually, only 
phialospores. Thallospores, as above 
stated, are single spores derived from 
a mere swelling of the end of a hypha, 
and are not distinct structures, and 
while the distinction between radulo- 
spores and phialospores is not always 
sharp, that between thallospores 
and phialospores is fundamental (25a) . 
Some spores are formed more or less 
continuous along the hypha, with no 
sterile internodes in between as are 
found in sporodochia, and are called 
pionnotes; in pionnotal cultures 
spoliation takes place freely within 
the medium as well as on its surface, 
but in sporodochial growth, spolia¬ 
tion is almost entirely confined to the 
surface. 

Outside the three main groups, 
Phycomycetes, Ascomycetes, and 
Basidiomycetcs, there remains a vast 
assemblage of fungi known only in 
the conidial stages. These imperfect 
species, the Deuteromycetes or Fungi 
Imperfecti, are assumed on good 
grounds to be mainly asexual stages 
of Ascomycetes. Their numbers are 
slightly reduced from time to time 
by the discovery of the place of one 
of them in the life-cycle of some 
ascigerous species, but it seems prob¬ 
able that in many the perfect stage 
has been lost and the fungus is per¬ 
petuated indefinitely in the conidial 
condition. They include many para- 



Fic. 73.—Spore dispersal. The Mucoraccae. A, 
much enlarged head of a typical mucor spo¬ 
rangium showing the columella and spores 
(diag.). B-D, Rhizvftui sioloni/er. B, dehisced 
sporangium projecting into the air ; the col¬ 
lapsed columella bears a mass of spores and 
fragments of the sporangia! wall ; many of the 
spores have already been blown away. C, a 
similar sporangium from which nearly all the 
spores have disappeared. D, from a spore 
deposit collected on the lid of an inverted 
culture ; the spores, being dry, have a wrinkled 
appearance (after Ingold, x 500). B-D (after 
Ingold, Neto Phytologist) 


sites and amongst them are represented every type of asexual spore and sporophore 
(except sporangia and sporangiophores) mentioned above, the simplest forms 
being designated Hyphomycetes and the pycnidial forms Coelomycetes. Some 
hesitate to apply the terms genera and species to such imperfect organisms and 
preier to qualify them as ' form genera ’ and ‘ form species So long, however 

!?;n y f e, T C t h3S n0t reached ,hc P° int of indicating true affinity (and that is 
still tar off) there seems to be little reason for this refinement. Names based on 
meters that can again be identified are necessary to group organisms together 
into recognisable units, and a fungus capable of independent existence, perhaps 






74 — Spore dispersal (continued). A-D, Pilobolus kleinii (Mucoraccac). A, mature sporangio- 
phore showing sporangium at apex, drops of liquid exuding from the stalk. B, the sporangium 
(black) filled with minute spores, with clear mucilage below ; the cone-shaped tip of columella 
is in contact, through the mucilage, with the centre of the black-cappcd sporangial mass. C, 
the entire sporangium ejected. D, the spores. E-G, Podospora curvula (Ascomycctcs). 
perithccium with asci showing through the transparent wall ( x 72); ostiolar region (10 min. 
later) shown on the right; the tip of the ascus which was leading in E has reached the ostiole 
and is about to discharge its spore mass. F, a single ascus which has commenced to swell 
( * 167). G, a discharged spore mass showing the ascus-cap attached to the apical spore 
( < 167). H-J, Sporomia intermedia (Ascomvcetes). //, a pcrithecium (on a piece of straw) 
showing protruding ascus tip ( * 95). I, ascus, before rupture of the outer wall ( X421). % 
ascus, after rupture of the outer wall and elongation of the inner wall ( X421). K, Podospora 
fimiseda, an ejected mass of spores held together by strands of mucilage exuded by the spore- 
apex and by the appendage cell. L, M, Ceratostomella ampullasca (Ascomvcetes). L, a peri¬ 
thccium in active discharge ; an ascus is still held in the ostiole and is about to explode ; three 
empty asci close by have ejected their spore loads shown above ( x 40). M, a single, mature 
detached ascus ( x 308) (all after Ingold. New Phytolog,st) 
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indefinitely, in a conidial stage appears to be 
fully entitled to such dignity of status as may 
be implied by the use of a properly employed 
binomial terminology. 





Polymorphism 

The occurrence of different types of spore 
and of spore-bearing structures in the life- 
history of an individual fungus has been in¬ 
dicated already, Ascomycetes, rusts and Fungi 
Imperfecti being particularly rich in examples. 

A rust, for instance, may have spermagonia, 
aecidia, uredosori, teleutosori, and the pro- 
mycelium (bearing sporidia) in its full develop¬ 
ment. So also an Ascomycete may have a simple 
Hyphomycetal spore stage and a development 
of pycnidia, or spermagonia before asci are 
produced. In the life-history of some Hypho- 
mycetes the type of spore found may vary, 
presumably as a result of age and the action of 
environmental conditions, to such an extent as 
to place the fungus in different genera accord¬ 
ing to the prevalent spore form encountered. 

1 hus, the well-known Heteropatella antirrhini, 
the cause of ‘ shot hole ’ of cultivated snap¬ 
dragon, may appear as a Pseudodiscosia or a 
Cercosporella , which is actually only a summer conidial (acervular) stage of the 
pycnidial form Heteropatella on the dead or moribund stems (Part II, p. 850): 
and Ramularia vallisumbrosae (Part II, p. 866), the cause of 4 white mould’ 
of narcissus, may appear as an Ovularia or a Cercosporella instead of a typical 
Ramularia Similarly there is reason to believe that Ovularia primulae and 
Cercosporella primulae are the same fungus as Ramularia primulae ' 38 >. Amongst 
pycnidial fungi, again, it is probable that Phoma destructive and Diplodina 
lycopersici refer to the same tomato parasite, the perfect stage of which is 
Ihdymella lycopersici (Part II, p. 667), while it seems likely that Ascochyta 
lycopersici is only another phase of this polymorphic species. Species of Septoria 
and Stagonospora are also stated at times to pass through an Ascochyta stage <«>. 
It is cases such as these that give force to the arguments against recognising 
imperfect forms as unqualified genera and species, but many of them are due 
to such notoriously variable characters as spore septation and sporophore type. 
Indeed, it is not unknown for variable characters in the sporophore to make 
it difficult to assign, say, one of the Polyporaceae to its proper genus. 

In the opposite direction to the conidial forms mentioned in the last para¬ 
graph are those in which similar conidial stages may occur in fungi that are 
systematically far removed from one another. Thus both the Ascomycete 


Fig. 75.—Asexual spores. Cysiupus 
candidus. The multinucleate spor- 
angiophores and sporangia ; note 
the origin of latter from the 
swollen tip of a fertile hypha, and 
others formed in basipetal suc¬ 
cession ; cellulose joints or dis- 
junctors, which break down prior 
to dispersal, are shown between the 
sporangia; note' knob' haustorium 
in host cell 
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' of . con,d, °P horcs ! n asexual reproduction. A, a conidiophorc of Ophiobolus 

r fru k " CC i 0, . n,s (8 en| cul«tc) at which septated conidia are developed in 

sympod.a! fash,on (after Drechsler, J. Agric. Res.). R. development of phialides and phialo- 

T a,Ua \ n ° ,C ,HC Shadcd vacuo, e ^ the spore ( .6,3). 

n p ? 1 fl CUn c U [ a show,nR four s,a « cs in the development of phialospores ( x 37 o). 
<1 S nnr.\ C K° P r C . nt ° f “ lc « r * 0 ».P orc *; O, Clavanopsis aqua tic a, six stages in the development of 
T ^ ; 0r , C ’ thc a *t stage showing function; upper cell with three processes ( x 233). E, 

r s t s< a \: bo i c {x2zo) - F - A"**®**™ w,f 0Ur stage.; 

definfr^h^-l, 7 C T on,d, J °P5 > ore ™ds and the aleuriospore begins ; note the in¬ 

definite breakage ( x 270) (after Ingold, Tram. Brit. Myc. Soc.) 


Mycosphaerella and the smut Entyloma may bear a form referable to the E enus 
Ramularia. 


\/ The Dissemination of Fungi 

A few fungi are disseminated principally in the mycelial state as, for instance, 
the tropical thread blights which blow about with the leaves to which they adhere ; 
the Corticium 1 disease or ‘ red thread \ a common trouble of lawns and sports 
greens in Britain, produces on the leaves a mycelium of coral-like threads which 
adhere to the tips of the dying leaves (Part II, p. 481). Others are distributed as 
vegetative propagants such as the sclcrotia and stromatic crusts of Rhizoctonia 
solam of which the spor.ng form, Corticium solatii, plays little part in spreading 
e fungus (Part II, p. 528). I he long-distance dissemination of fungi is, no 
doubt, often to be traced to the transference of viable mycelium in plant produce 
from one country to another; this has happened in elm disease and very 
probably in potato blight and with many other fungi 
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Usually, however, the spores are the organs of dissemination. As they are 
very small (invisible singly to the naked eye) and so light as easily to be caught 
up into the air as an impalpable dust, the wind is the chief agent in their dispersal 
(I 7| g. 79 a, e) ; there are, however, other important methods of spread. 

The spores of fungi may retain their vitality for considerable periods (dry 
spore dust of Aspergillus oryzae up to 35, and of Usti/ago crameri , up to 64 years), 
and they show amazing powers of resistance to extremes of heat and cold : sealed 
in vacuum tubes, slowly dried spores of Mucor and Aspergillus have withstood a 
temperature of liquid air (- 190° C.) for nearly 500 hours, followed by immersion 
of the tubes in liquid hydrogen (-253*0.) for 77 hours <*>. Susceptibility to 
heat varies greatly, for some spores arc killed in 10 to 15 minutes at temperatures 
far below the boiling point, whereas occasionally some can stand the direct action 
of boiling water or live steam for the same length of time. So also the spores of 
some species are killed by drying for 24 hours or even less, while others can be 
best preserved in a dry condition. As a rule spores are less sensitive than hyphac 
to adverse surrounding conditions, and vegetative growth is often inhibited at, 
or near, the freezing point, as is evident from the action of refrigeration in checking 
mould growth ; slow growth on frozen foodstuffs, however, has been recorded, and 
very slight superficial mouldering of meat will occur at a temperature of - 6° C. (5) . 
Unless special precautions are taken, mouldering as a result of spore germination 
quickly supervenes on removal from cold storage. These resistant properties 
of spores are of value in facilitating the aerial dissemination of many fungi, for 
desiccation ,n the air and extremes of heat and cold on the ground may have to be 
faced. 


he vertical elongation of the sporophore is often a powerful aid to exposing 
the spores freely to air currents. Amongst other adaptations which seem to have 
the same object, the forcible projection of spores from their stalks is often important. 
When enclosed in a receptacle there are sometimes arrangements for expelling 
the spores actively into the air. These arc often brought into action by changes in 
temperature or dryness, as in some Ascomycetes where ‘ puffing ’ (the expelling 
of a number of spores together in a cloud) can be induced by concentrating the 
sun s rays through a pocket lens on the receptacle. Some of the Discomycetes 
respond similarly if breathed upon when ripe. In the Basidiomycetes' it is 
usual to find a mechanism for the violent release of the basidiospores based on 
the secretion of a drop of fluid at the junction of the spore and its sterigma 
(big. 78). bor full advantage to be gained from these various adaptations it is 
necessary that the spores should be dry and free from mucilaginous envelopment. 

In a considerable number of species, including many fungi whose spores are 
developed in acervuli the spore beds are surrounded by a gummy secretion (Fig. 74). 

great many of the bacterial plant pathogens also are immersed in mucilage as they 
are extruded to the surface of the host plant. When dry, the secretion tends to 
harden into flakes or sheets, but these are readily soluble in water, as in ‘ halo blight * 
of French beans, due to a bacterium {Pseudomonas phaseo/ico/a) (Part II, p. 596). 

?“ K tK may C ^ ClCd b> ' thC b,OWing ab ° Ut of the dri < d gummy shreds, 

~ a' Seltmg i re ! I ? f u the individuaI CC,,S in rain dr °P*’ as sometimes 

occurs m the American fireblight of fruit trees, due to Bacterium amylovorum , or 
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I lC. 78.—Mechanism of spore release in 
1 he Basidiomycetes. The' water drop ’ 
mechanism. A, basidia of Puccinia, 
developed from the teleutospore, show* 
inc. on the rik'ht, a spore-projectile with 
an attached drop of water. B, basidia 
of an agaric type, showing the same 
mechanism (after Duller) 

In some of them and in many of 


in Xanthomonas malvacearum in cotton, 
though the latter is often also carried as 
dust from adjacent cotton fields infected the 
previous season. The spore bed may be 
exposed to rain splashing which carries the 
spores to leaves or stems in the vicinity; 
species of Colletotrichum are often dissemin¬ 
ated in this way. Amongst the Hyphomy- 
cetes it is possible to distinguish two main 
groups according to the slimy or dry char¬ 
acter of the spores, and the method of their 
dispersal depends largely on this character, 
the dry spores being predominantly suited 
for distribution by the wind, while the 
slimy ones are carried by water, by insects, 
or by adhering to adjacent plants and the 
like. In a recent survey of the British 
Hyphomycetes three-fourths of the species 
belonged to the dry-spored group 157 \ The 
Coelomycetcs, on the other hand, are gener¬ 
ally representative of moist sporing fungi.. ....... ... U1 

the moist-spored Hyphomycetes, the spores are liberated in a mass held together 
by water or mucilage, and in this form may be subject to aerial dispersal before 
they are broken up by rain or dew. 

Knowledge of the long-distance air-borne dissemination of fungal spores has 
greatly increased of recent years <54 »’. Observations on the spread of white pine 
blister rust (Cronartium ribicola) in the west of the United States and Canada 
indicate that it is due to wind-blown infection of currant and gooseberry bushes 
by accidiospores from pines that may be hundreds of miles away (see p. 934) <i0 \ 
Similarly, cereals are infected over great areas by wind-borne uredospores of their 
rusts. Numerous examinations of the spore-content of the upper air have been 
made by aeroplane. In early flights, carried out in 1921, spores and pollen grains 
were found to be fairly abundant up to 11,000 feet, above which they became 
scarce. Uredospores of Puccinia graminis caught at 7,000 feet were germinated 
successfully. Above 10,000 feet, mould spores, such as those of Aspergillus and 
enicillium , and bacteria, are most frequently found, occurring at times up to 
near, y 20 > 000 feet <40 '. There is circumstantial evidence that the distance to 
which such spores may be borne in a viable condition during storms is limited 
mainly by their ability to survive atmospheric conditions. These naturally vary 
greatly from year to year during the period of spread, but it is reported from 
anada that there is rather conclusive evidence that under certain conditions 
t e black rust of wheat has been carried for four or five hundred miles, or even 
art er, through the air 05 >. These spores (and, no doubt others) tend to be 
eposited in definite showers rather than in a continuous steady fall; in western 
anada rust spore-showers occur after a day or two of strong south wind. 

The long-distance dissemination of cereal rusts has been intensively studied. 
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Black rust due to the well-known parasite Puccinia graminis occupies a practically 
continuous wheat belt in North America from the Gulf of Mexico to the Prairie 
Provinces in Canada ; as the crop is maturing in the south at the same time that 
it is being sown in Canada, and the intervening areas are more or less intermediate, 
a regular succession of wheat ready for infection is available from south to north 
in the spring and summer. The spores seem to follow a main northward drift- 
path from an area in Texas, where the rust over-winters in the uredo stage and the 
wheat ripens in the late spring, through Kansas in May and June, to the upper 
Mississippi States. In Texas itself the summer is intensely hot and the rust is 
unable to survive until the new crop is sown in the autumn. Re-infection then takes 
place, apparently chiefly by a reverse flow of spores from the north. So there is an 
ebb and flow of infection to and from the area in which this fungus over-winters 
but cannot survive the summer. Confirmatory evidence of this movement is 
provided by the incidence in particular years of certain physiologic races (see p. 89) 
of the fungus in the areas concerned <36) . No doubt the spread is not ordinarily 
carried out in great jumps, though spores not of local origin have been caught as 
far north as Nebraska in May and June : usually there is time for one or more 
breaks and the renewal of the inoculum (spore dust) by the infection of local crops 
in the path from Texas to the northern Mississippi and Canada ( **). Some 
irregularity of incidence in the upper part of this tract may result from the local 
over-wintering of the fungus in the teleutospore stage and infection of the alternate 
host, the barberry, in the spring, for this rust is heteroecious and produces its 
aecidial stage on barberries, whence it can infect neighbouring wheat and possibly 
start an epidemic. But many of the barberries have been destroyed in the barberry 
eradication campaign (p. 225) and their disappearance in due course will, it is 
hoped, save much of the chief wheat-growing region in the northern States and 
Canada from all but the northward spore drift, for the region is much too cold to 
allow the rust to over-winter in the uredo stage. Attention can then be concen¬ 
trated on the production of rust-resistant wheats in the comparatively restricted 
over-wintering area in the south. 

Nearly all the wheat grown in India is found as a winter crop in the plains. 
In these areas rust is unable to survive the intense heat of the summer, and the 
wheat and barley crops are infected anew each year from rusted cereals grown in 
the Himalayan foot-hills and some of the hills of Peninsular India < 3 ’>. Barberries 
occur in these hills but not in the plains, and though the aecidial stage of Puccinia 
graminis has been found on several of the Himalayan species, it seems to play 
little part in the perpetuation of the rust. The uredo stage is abundant when the 
hill crops are harvested in May and June, and then persists on stubble shoots and 
volunteer plants until the new hill crops are sown in the autumn. Areas have been 
found in the Central Himalayas where the early crops are sown in August-Septem- 
ber and may be heavily rusted by the first week of December. Inoculum is thus 
available in time to account for the first outbreaks in the Indo-Gangetic Plain, 
which usually occur in January-February. The uredospores have been trapped 
in the air by means of specially devised aeroscope slides well before the rust has 
been found on the crops in the plains. In Peninsular India similar foci of early 
infection of the growing hill crop have been found and seem to account for ex- 
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tensive distribution of the rust in Madras and the Deccan. A similar chain of 
infection serves to explain the distribution of wheat brown rust (Puccitiia triticina), 
whereas Puccinia glumarum , the cause of yellow rust, is more sensitive to heat and 
its uredosori are not ordinarily found in the summer below about the 6,000 feet 
level in the Himalayas, though it may be the only rust seen above 7,000 feet in 
November-December. 

The long-distance dissemination of cereal rusts in several parts of the world is 
effected on the same broad lines. Thus the wheat in the Amur region of eastern 
Siberia gets its inoculum from over-wintering areas in Manchuria; North Africa 
seems to be infected from Europe, the Balkans from Asia Minor, and the Argentine 
from Brazil. So to a great extent has been cleared up one of the greatest mysteries 
with which plant pathologists in certain parts of the world were faced before it 
was known that spores could be carried over long distances in the upper air. 

Such long-distance spore flights are evidently limited to certain types of spores 
and of prevailing meteorological conditions, at least so far as the parasitic fungi arc 
concerned. If they were general, the object of the plant quarantine services main¬ 
tained by most countries would be defeated. Heavy wind-drifts or storms no 
doubt play an important part in them, as does the presence in a receptive condition 
of a susceptible crop in the area reached. It is known, furthermore, that spore- 
contaminated air not far from the ground purifies itself by the fall of the spores at 
rates varying from 0 5 to 5 mm. per second, while their presence over the ocean 
has been found to diminish with increasing distance from the land ,26 \ and catches 
taken on shipboard may fall to nil in individual voyages fairly soon after reaching 
the open sea ,J) ; various favourable conditions must coincide to permit successful 
long-range spread, and they do not seem often to occur. 

There is still a great weight of evidence from the known facts of the spread 
of parasitic fungi into new areas in support of the view that ' discontinuous ’ 
dissemination is usually effected by transport on or in the host plant, and is linked 
with the movement of nursery stock or other plant produce along recognised trade 
routes (7 >. The discovery of spore-passage in the upper air and its bearing on the 
dissemination of the rusts shows that wind-borne distribution can be an important 
factor in certain circumstances and must always be regarded as a possible menace 
by those responsible for the protection of crops against foreign disease. It is 
also ordinarily accepted as responsible for much of the ‘ continuous ’ dispersal 
of fungi within any given land area. But sea-barriers and sometimes mountain 
ranges have proved effective checks to the dissemination of many plant parasites. 
Either the spores arc unable to survive long passages in the air, or the timing of 
their flight is such that a suitable host in a receptive condition is not available 
when the new area is reached, or the meteorological conditions (prevailing wind, 
drought, etc.) arc adverse, or other causes intervene to spoil a safe lodgement. 
Many favourable circumstances must combine to render the invasion successful, 
and experience suggests strongly that they seldom do. Supporting evidence can be 
found in the history of the spread of American gooseberry mildew (Sphaerotheca 
mors-uvae) (Part II, p. 817) in the British Isles and on the continent of Europe; 
of potato wart disease (Synckytrium endobioticum) (p. 499) in many parts of the 
world, though the resting sporangia of this fungus might be expected to reach 
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the air with dust from infected fields ; of blister blight (Exobasidium vexans) 
on tea in India; of cacao witches’ broom ( Marasmius perniciosus) in South 
America and the West Indies ; of several parasites of trees and of ornamental 
plants, and of many others. In general it may be said that if human agency 
be excluded, dispersal within a new area is gradual and continuous, each new 
generation extending the area by a rather limited distance. This happened when 
the vine mildews and that of the oak were introduced into Europe from America, 
though the latter at least seems to have had some jumps of about ioo miles, and 
also with several diseases such as chestnut blight (Endothia parasitica) introduced 
into America from abroad. 

Some spores are disseminated largely with the seeds of the plants on which 
they grow. This is the chief means of spreading bunt of wheat and various other 
diseases against which seed disinfection is practised (see p. 242). Soil fungi are 
carried by irrigation water or surface-wash after heavy rain and are also liable to 
be distributed by farm implements, or plough cattle, or on the feet of farm workers. 

The dissemination of the spores of certain fungi by insects has been noticed 
by botanists for very many years. Basidiomycetes belonging to the Phalloid or 
stinkhorn group were particularly marked examples (Fig. 79 f-k), for their strong 
and penetrating odour attracts carrion and other flies, and the special adaptation 
of this group for insect dissemination was early suggested and subsequently fully 
established ,,9> . The sweet honey-dew in which the spores of some fungi are 
extruded has also long been known to attract insects. These visit the ' Sphacelia ’ 
stage of Claviceps purpurea (Part II, p. 445), the cause of ergot of rye, and carry 
spores away not only as an external contamination but also in the alimentary tract, 
through which they can pass uninjured. The more recently discovered function 
of insects in securing the fertilisation of the rusts has been mentioned above (p. 42). 

Naturally, however, it is the role of insects in the spreading of parasitic 
diseases that has attracted most 
attention .in modern times, and 
its importance is now fully recog¬ 
nised (3I >. Insects are the main 
agents of dissemination of virus 
diseases, their activity as vectors of 
which is discussed in Chapter VIII, 
on these diseases. They also play 
a considerable part in the spread of 
bacterial diseases, such as fireblight 
(Bacterium amylovorum) in orchards, 
where they are attracted to the 
gummy exudate from twig cankers 
in the spring and carry the bac¬ 
terium-laden matter to the blossoms 
and young growth of healthy apple 
and pear trees ; the honey-bee is 
considered to be one of the chief 
agents in initiating the blossom 



I*IC. J*o.—Spore dissemination by boring insects. 
Dutch elm disease (Ceratostornella ulmi). A, egg 
galleries and larval mines of the smaller elm bark 
beetle Scolytus multistriatus on the surface of 
the wood. B, the adult beetle (x8). C, a pupa 
(adapted, after Welch, Cornett Ext. Bull. 290) 
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l ie. 81.—Dutch elm disease. Emergence holes made 
by adults of the smaller elm bark beetle, natural 
size (after Jones, Lft. 185, U.S. Dept. Arhc.) 


blight form of infection, and the 
discovery that the organism is 
able at times to persist in the 
hive was followed by an embargo 
being placed on honey from in¬ 
fected countries in some places 
still free from the disease. Some 
of the insects concerned are 
able to inoculate healthy trees by 
puncturing the young growth. 
The organism that causes bac¬ 
terial wilt or Stewart’s disease 
of maize, Xanthomonas stewarti, 
has been found to over-winter 
in hibernating Chaetocnema 
pulicaria flea beetles, the chief 
vectors of the disease in the 
United States, and to be inocu¬ 
lated into the growing crop 
by these insects in the spring. 
Cotton stainers of the genus 
Dysdercus , and some other in¬ 
sects, are responsible for the in¬ 
troduction of the minute fungi 
Nematospora and its allies into 
young cotton bolls, where they 
induce internal boll disease ; the 
insects live in between successive 


cotton crops on various (mostly wild) plants and trees, of which the baobab is 

one of the most important in Africa, but it is not yet known how or where 

they harbour the fungus, though the evidence suggests that the association is 
close. 

In many cases insects that cause wounds, such as those that bore into stems 
or gnaw the softer parts, carry parasitic bacteria or fungi on their bodies and serve 
to spread infection. The Dutch elm disease (Ceratostomdla ulmi) (Figs. 80, 81) is 
mainly disseminated by bark-boring beetles of the genus Scolytus , and the water- 
mar disease of willows (Part II, p. 888) seems to be spread by several different 
kinds of insects. The black rot, and soft rot of cruciferous plants, due to 
Xanthomonas campestris and Bacterium carotovorum (Part II, p. 553), respectively, 
are also carried passively by insects and other small animals such as slugs. It 
is easy to demonstrate how readily some of these organisms are picked up by 
allowing an insect from a heavily diseased plant to pass across the solid surface of 
some suitable nutrient preparation and observing the colonies of micro-organisms 
that subsequently develop along the insect’s track. 
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_, The Nutr ition of Fungi 

\ The spore, on germination, gives rise to a germ-tube, which at first is nourished 
by reserve protein, carbohydrate, and fat stored up in advance^ In many cases 
the fat reserves are more prominent than those of a protein or caroohydratc nature, 
being often very noticeable as oil drops in the ripe spore. (Very soon the young 
hyphae begin to feed for themselves. The organic food they require must be 
dissolved before it can be taken in, because solid particles cannot pass through 
the cell membranes. This food in solution reaches the interior of the hyphae 
by a process of absorption I JJnlike the green plants, fungi cannot build up their 
carbohydrate nutrients by photosynthesis from the carbon dioxide of the air, 
for they lack the chlorophyll which makes this possible. In this respect the 
chlorophyll-free plants are like animals requiring their carbohydrates to be ready 
prepared by having been built up to form the bodies of other plants or animals. 
They arc usually capable, however, of modifying carbohydrates and other organic 
compounds by enzyme action so as to make them more readily assimilable/) 

Q Inorganic substances — mineral salts and elements like nitrogen — arc as 
necessary in the nutrition of fungi as in that of higher plants and animals. Most 
of these, however, occur in combination in the organic substances on which fungi 
feed. As with the higher plants nitrogen, phosphorus, and potassium are amongst 
the most important of these elements, others required in lesser degree being 
sulphur, magnesium, calcium, and a little iron?) 

f It is nowadays a matter of common knowledge that animals and man require 
certain accessory food substances — vitamins and the like — in addition to those 
which satisfy their needs in proteins, carbohydrates, fats, and salts. Fungi seem to 
have similar requirements, though knowledge of these is not yet far advanced <lal . 
Many fungi and bacteria are able themselves to synthesise these substances and 
even to produce them in excess and excrete them into the surrounding rnediun^ 29 '. 
Various examples of the growth- or development-promoting action of one fungus 
on another have been known for a long time, and most of these can be traced to 
the liberation of auxins or vitamins from the mycelium of the first of the two 
organisms concerned. Filtrates of the staled media in which certain bacteria 
•and fungi have been cultivated have the same effect. 

Aneurin (vitamin B,) has been found especially active in this respect. Many 
fungi are able to manufacture sufficient for their needs or even to produce an 
excess, but others require an external source of supply. On the whole, this part 
of the vitamin B complex appears to be the most generally valuable accessory 
substance required by fungi. 

(^Yeasts grown in pure synthetic media develop slowly until they synthesise 
a substance originally named 4 bios * but now known in purified form and com¬ 
mercially available under the name 4 biotin '; when biotin or various fungal or 
bacterial filtrates or organic substances (e.g. yolk of egg) containing it are added, 
growth is considerably stimulated. A good many other fungi are now known to 
respond by increased growth when biotin is made available to them; some samples 
of the agar used for solidifying culture media contain it in considerable quantity/) 

Sometimes two fungi can be grown successfully in mixed culture in synthetic 
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media when either alone makes little progress (,8) . Thus, Poly poms adustus and 
Nematosporagossypii do well together, the former supplying biotin which is essential 
to N. gossypii and the latter aneurin without which P. adustus virtually fails to 
grow. Similarly the red yeast Rhodotoru/a rubra can grow together with Mucor 
ramannianus in a synthetic medium in which neither alone succeeds. Both biotin 
and aneurin can be synthesised by certain fungi from pure dextrose, amino-acids, 
and inorganic salts (33) . 

(^According to the manner in which fungi obtain their organic food, they are 
divided into two great classes : Saprophytes and Parasites. 

Saprophytes obtain their organic food from the dead tissues of animals or 
plants, or of substances derived from them. Hence they are found in large numbers 
in the soil, pervading every bit of rotten leaf or twig or root or every particle of 
manure. They grow as moulds on foodstuffs, and in the tropics on boots and the 
backs of books in the rainy season?) Every bit of old timber in the forests is liable 
to be permeated all through with their hyphae. As already mentioned, they 
share with the bacteria the role of nature’s scavengers, often having a specified 
part to play in preparing refractory material, such as the skeletal parts of plants, 
for bacterial decomposition. In breaking down the walls and contents of plant 
cells, they liberate carbon dioxide which becomes available in the air for the 
carbohydrate nutrition of green plants, hydrogen which forms water, ammonia, 
and so on. 

f Parasiles obtain their food from the living tissues of animals and plants. While, 
therefore, many saprophytic fungi play a useful part in nature as scavengers, the 
parasites arc almost entirely hurtful. The few cases of beneficial parasites, from 
the point of view of man, are those which attack noxious insects and occasionally 
destroy large numbers of them. The great majority of parasitic fungi feed on 
living plants, those useful to man as much as, or more than, the weeds or useless 
kinds. A living plant on which a fungus feeds is often termed a ' host plant ’ 
for that fungus. There is scarcely a plant of our fields, gardens, and forests 
which does not serve as a host plant for one or more species of fungi} 

Several different classes of parasites may be distinguished. Obligate parasites , 
for instance, pass through the whole of their life-history on living plants, and 
cannot be grown on dead or artificial food material. Such are the rusts, the 
powdery mildews, some Ascomycetes, and other fungi. Facultative saprophytes 
are those that feed usually on living tissues but can, at need, pass through a part 
of their lives as saprophytes. Often their full development is only reached on 
the living plants and they cannot be got by artificial cultivation to complete the 
whole of their life-cycle. The smuts furnish examples of this, as they can often 
live by budding out little conidia for a considerable time in soil, but usually only 
grow to maturity and produce their perfect spores on a living plant. Facultative 
parasites, on the other hand, are those which usually grow-on dead or decaying 
matter and are capable of passing through the whole of their development as 
saprophytes, but have at the same time the faculty of attacking living tissues 
under certain conditions. 

C Within these main divisions, parasitic fungi may show every degree of adapta¬ 
tion to the parasitic mode of nutrition. At the lowest end of the scale are certain 
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facultative parasites, which may be called ‘ weak parasites \ as they become parasitic 
only occasionally, when the host plant has been weakened in its vitality by some 
harmful agencyA Plants not yet acclimatised in a new locality, or suffering from 
insect attack o/'mineral deficiency, or grown in insanitary conditions such as 
overcrowding, too dense shade, unsuitable or badly drained soil, and the like, 
are particularly liable to become available as food to these fungi that are normally 
saprophytic. Cases of the sort have been recorded from time to time, though 
few have been adequately investigated ; for instance, Diaporthe pemiciosa and 
other fungi to which the die-back and bark canker of fruit trees in the south of 
England were at one time attributed are now believed to attack only trees weakened 
from other causes. It is, perhaps, as profitless as it is impossible to draw a hard- 
and-fast line between saprophytism and parasitism in some of the fungi; even 
in the commonest of all species, dodosporium herbarum (Part II, p. 387) on fading 
green plant parts, there are too many records of injury from its action to deny it 
all possibility of behaving as a weak parasite under certain conditions. 

Qln many cases, particular tissues of a plant are normally of low vitality and are 
readily available as food for weak parasites. Such arc the gorged cells of many 
pulpy fruits, oranges, cherries, apples, and the like, and also the older living wood 
of trees.^) 

It is probable that the fungi termed ‘ wound parasites ' arc limited in their 
aggressiveness by some nutritional failing. At first these live only on the dead and 
rotting tissues caused by a wound or injury to the plant. Later on they begin to 
spread to the undamaged cells farther in, and they may extend through a large 
area of the living tissues, eventually, perhaps, killing the whole plant. It may 
be that during the period of saprophytic life the enzymes of the fungus are produced 
in quantity and concentration sufficient to enable them to attack living tissues 
exposed to their action, and transform the walls and cell-contents into nutrient 
material which the fungus can utilise. If this is so, an analogy can be drawn with 
the action of decaying petals in promoting infection by Botryfis cinerea. That 
enzyme production can be greatly modified by nutrition has been fully established 
in this and other fungi (p. 130). 

The distinction between parasites and saprophytes cannot be maintained in a 
few fungi which are able to attack perfectly sound tissues of healthy plants should 
they come in contact with a suitable host, but in the absence of the latter can live 
and develop freely on dead materials. Such a case is the ‘ damping off ’ fungus 
Pythium de baryanum (Part II, p. 579), which is present as a saprophyte in almost 
every garden in some parts of Europe, and at once attacks and destroys seedlings 
of cress and certain other plants, should they be grown in the soil which contains 
the fungus. Neither neglect of cultivation nor unsuitability of soil predisposes 
to this disease ; wounds are not necessary for the entry of the parasite ; and, if 
anything, damping-off is worse on rich soil than elsewhere. Several parasites of 
trees, e.g. the common bracket fungus on elms, Polyporus squamosus (Fig. 34), 
can continue to live on the dead wood as saprophytes ; these, however, are usually 
wound parasites of a less aggressive type than the damping-off fungi. On the 
Aleppo pine in France, Trametes pini (Fig. 434 h, i) dies with the tree, but Fames 
pimcola continues to rot the fallen timber. 
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The Mechanism of Feeding by Parasites 

Parasites reach their food either by sending their mycelium into the interior 
of the host plant or by remaining for the most part superficial and sending only 
suckers or a limited growth of feeding hyphae into the surface tissues. Usually in 
the internal parasites (‘ endophytes ’), e.g. Rhytisma acerinum (Fig. 5), the feeding 
hyphae penetrate directly into the cells of the host, the cell sap and more solid con¬ 
tents being taken up by absorption after the latter have been brought into solution 
by the enzymes of the fungus. Often, however, the earlier stages of feeding arc 
marked by the dissolution of the cell walls of the host by enzymes such as pcctinase 
and cellulase ; these walls can provide many fungi with much of the carbohydrate 
food that they require. In a few fungi, such as the Exoascaceae (Fig. 143), the 
mycelium is wholly intercellular, without any intracellular parts, so that absorption 
of nutrient solutes must occur through the membranes of the host and parasite 
cells ; this is probably a common occurrence, for even when the cells are entered 
much of the mycelium may remain intercellular and probably receives its food 
directly from the surrounding cells. It was at one time believed that some of the 
superficial parasites (‘ ectoparasites ’) of leaves and twigs could similarly feed by 
absorption from the epidermal cells across the outer wall of the cell and the cuticle, 
but in most of these fungi, feeding hyphae or suckers have now been found to enter 
the cell cavities ; this occurs, for instance, in the light-coloured thread blights 
(mostly species of Corticium or Marasmius) and in the dark Me/iolaceae or Asierineae. 
In the ectoparasite of some European pine trees, Acanthostigma parasiticum , 
it is stated that the white mycelium which forms cushion-like layers on the under 
surface of the needles obtains its food through tiny rod-shaped processes which 
penetrate through only the cuticle and not through the inner (mainly cellulose) 
parts of the outer wall of the epidermal cells. As in the subcuticular parasites 
such as 7 aphrina rhomboida/is, absorption of nutrient solutes must occur through 
the subcuticular membrane of the needle leaf. 


Haustoria 


Many intercellular parasites that apparently find difficulty in getting adequate 
nutrition by absorption of solutes into their hyphae from the cavities of the host 
cells send into the cells specialised hyphae which act as feeding organs. These 
arc known as ‘ haustoria ’. Haustoria occur in all the main groups of fungi, 
usually but not exclusively in obligate parasites with an ectoparasitic or an inter¬ 
cellular mycelium. They vary in shape from the knob or sac-like type found in 
Cystopus (Fig. 75) to simple or lobed or branched or coiled hyphae in many Erysi- 
phaceae Phycomycetes and rusts, or coralloid types as in Peronospora schachtii 
on beet (Figs. 82, 84) (,) . Some of the complex forms almost fill the cells they 
occupy and can hardly be distinguished from an intracellular mycelium, as in 
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Peronospora parasitica (Fig. 83). Their shape is not very constant, as it may vary 
to some extent according to the tissue invaded. 

Thc haustorium usually enters the cell by an exceedingly fine hypha resembling 
the infection hypha arising from an appressorium by means of which, as will be 
seen later, many parasites enter the outer membrane of the host (Fig. 82). After 
entry the haustorium often grows towards the nucleus of the host cell (Fig. 84), but 
while at first, it may not enter the ‘ primordial utricle ’ or peripheral plasmatic 
membrane of the protoplast, only pushing it in and invaginating it, the utricle 
may finally be pierced by it <»«>. In the early stages the haustorium is bounded 
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by a thin limiting membrane, and this sometimes persists. Frequently, however, 
various thickenings occur around the point of entry or deeper in. When developed 
around the narrow style-like stalk of the haustoria of Erysiphe graminis (,2a », or 
many rusts, the thickening is continuous with the inner wall of the cell (Figs. 82 c, 
111) and is closely similar to the infection pegs (Chapter IV) found where a parasitic 
hypha enters a cell. It is sometimes effective in checking penetration. When 





F!c. 84.—Apparent relation between host nuclei and fungal haustoria in penetrated cells. A, a 
living cell from the cortical parenchyma of the petiole of hollyhock attacked by Puccinia 
ntalvacearum ; haustoria are seen lying in the protoplasmic strands, and the disorganising 
chloroplasts are aggregated around the enlarged nucleus ( x 650). B, the same, showing the 
connection between the haustorium and the host nucleus by fine strands of protoplasm ; the 
nucleus has lost its chromatin granules ( * 1800). C, the nucleus of an unaffected cell, corre¬ 
sponding to that in B (after Robinson. Month. Mem. 57). D-F, haustoria of Puccinia anomala 
on barley. D, epidermal cell with its nucleus pulled in two directions by two haustoria. E, 
formation of a vacuole at the point of contact between haustorium and nucleus. F, haustorium 
m a mcsophyll cell in a nine-day-old infection, in contact with nucleus (after D’Oliveira. 

, Agron.).' G, H Podosphaera leucotncha on apple. G, uninucleate haustorium. //, bi- 
nucleatc haustorium with host nucleus close by ( x 7so ) (after Woodward. Trans. Brit. Myc. Soc.) 
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found around the body of the haustorium it is often later in appearing and may, 
in old haustoria, be a means of walling off the intruder, or a consequence of ex¬ 
cessive drain on the cell contents, as in tubers attacked by potato blight (p. 516); 
as injury to the cell from over-virulent action of the fungus increases, so the 
haustorial cover thickens. There is little doubt that these thickenings are pro¬ 
ducts of the host cell, and indeed it is sometimes possible to distinguish two 
layers in the sheath, one being the membrane of the haustorium and the other a 
covering deposited by the host. The latter seems to be usually cellulose, but 
there may be some lignification of the older sheaths. Callose is stated to occur 
sometimes between the two layers or in the exterior one. The haustorium itself- 
may have from one to many nuclei. In some smuts the haustoria are typically 
^nucleate, but those of the downy mildews may sometimes have only one nucleus 
though others have several, as in the coenocytic hyphae from which they arise. 

Most of the haustorial fungi are obligate parasites, but some, such as the 
1 hytophthoras and Actinonema , can be grown in artificial culture. It is probable 
that many of the intercellular hyphae are not wholly dependent for their nutrition 
on the haustorial apparatus, but, like other fungi occupying a similar position, can 
get some nutrition by absorption from the surrounding cells. While, therefore, the 
haustorial habit is not a strict criterion of status as an obligate parasite, it suggests 
a high degree of specialisation in some (presumably nutritional) requirement 
wh.ch ordinarily it has no. proved possible to supply in culture. 1. marks increased 
adaptation to the parasitic life over that shown by the destructive action of parasites 
such as Pythmm and Botrytis, for one of the characteristic features of many of the 
haustorial fungi, especially the rusts and smuts, is the absence of any gross indica¬ 
tion of injury to the protoplast of the host cell for a period which may sometimes 
be almost equal to the lifetime of the plant. This aspect of their parasitism will 
be referred to again in a later chapter. 


\J The Enzymes of Fungi 

Jn the preparation of their food for absorption fungi, like animals and man, 
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drinks, and seasonings ; while gallic acid, which is used in dyeing and as a con¬ 
stituent of inks, has been commercially produced by the fermentation of tannins. 
The proteolytic enzymes of Aspergillus oryzae and its allies are used in the Far 
East in the preparation of readily digestible substances from the protein-rich 
soy bean. Not less important are the processes of fermentation carried out during 
metabolism within the hyphae. During the period of stringency of fats in Germany 
about 1918 more than a million kilograms of glycerine were being produced monthly 
from fungi, and in Russia Endomycopsis vernalis was used experimentally for the 
same purpose some years later. Molasses, beer-wort, potatoes, hydrolysed wood 
pulp, or the like, together with salts of nitrogen and phosphorus, provide the 
culture medium for the fungus. Some moulds are even more effective in syn¬ 
thesising fat as a reserve nutrient in their mycelium than the yeast-like Endomycop - 
sis ; Penicillium javanicum can store up to 415 per cent, of fat in its hyphae when 
grown on glucose and salts. Yeasts and their allies are also able to manufacture 
high-quality proteins, with vitamins, from the same raw materials, and some 
20,000 tons of dried yeast, containing about half its weight of protein, were annually 
produced in Germany during the first great war. Probably the best species for 
this purpose hitherto tested is Torula utilis. These examples, taken from only a 
few amongst many, indicate that both by means of the enzymes excreted from the 
mycelium and by those concerned in metabolic processes within the hyphae fungi 
can synthesise a remarkably wide range of substances from organic materials. 
Many have been identified and they represent almost every type of compound 
known to organic chemistry. 

The enzymes are organic catalysts which, unlike the inorganic ones, are de¬ 
stroyed by heating. Hydrolysing enzymes split up disaccharides such as sucrose, 
maltose, lactose, and the like into two similar or dissimilar molecules of mono¬ 
saccharides —dextrose (glucose), levulose (fructose), mannose, galactose, etc. 
Cane sugar, for instance, is readily ‘ inverted ’ by invertase from fungi, giving one 
molecule of glucose and one of levulose, while maltase gives two molecules of 
glucose from maltose. The hexose monosaccharides, especially glucose, appear 
to be readily available to fungi; on condensation (the reverse of hydrolysis) they 
give hexosan polysaccharides (starch, cellulose, etc.). The pentose mono¬ 
saccharides, such as xylose and arabinose, condense with other sugars to form 
pentosans — polysaccharides common in pectic membranes, gums, mucilages, 
and the like; acted on by the pectinase of fungi, they give galactose and other 
bodies. On splitting up, the polysaccharides give more than two molecules of 
monosaccharides. The proteolytic enzymes of fungi, pepsin, trypsin, erepsin, 
etc., change the less soluble proteins into the more soluble and readily diffusible 
peptones and amino acids. Tannase forms glucose from tannin and lipase, 
glycerol and higher fatty acids from fats. Certain moulds can grow in the waste 
liquor from the manufacture of sulphate wood pulp, decomposing the lignin 
present as chemically combined lignosulphonates (32) . 

The oxidative processes of certain bacteria provide energy enabling them to 
synthesise carbohydrates when carbon dioxide is their sole* source of carbon, 
although they have no chlorophyll and light is not needed for the purpose. Such 
are the nitrifying bacteria, Nitrosomonas and Nitrococcus, the sulphur bacteria 
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Beggiatoa and Thiothrix , and the iron bacillus Spirophyllum. The oxidase of strains 
of the common mould Aspergillus niger , can oxidise glucose to gluconic acid 
directly. Similarly some yeasts can directly oxidise maltose, giving off carbon 
dioxide. Yeasts will grow with the organic salt ammonium tartrate as their only 
source of carbon. Such examples are sufficient to illustrate the remarkable ver¬ 
satility of the enzymes of bacteria and fungi. 

The enzyme armament varies considerably in different fungi. Some can 
attack chiefly the cell membranes, others the cell contents. The Peronosporaceae , 
hrysiphaceae , and rusts, for instance, have little or no action on the membranes, 
using chiefly some of the cell contents, while those wood-decaying fungi (see 
p. 211) that affect tissues with scanty cell contents must get much of their food 
from the walls ; this accounts for the cavities in the older wood caused by certain 
species. Enzyme production may vary according to the strain of the fungus 
concerned, as is fully recognised in brewing and other fermentation industries. 
I he conditions under which the fungus grows, especially its nutrition and aeration, 
also have a marked effect. Thus a strain of Aspergillus niger was found to form 
diastase copiously when grown in media containing starch, glucose, or maltose 
but not at all when grown on 5 per cent, glycerine. An acid reaction was necessary 
for optimum production on the enzyme in this case, but pectinase may sometimes 
be most active in acid, sometimes in alkaline plant juices, and this seems to depend 
on the presence of other substances which are adsorbed from the medium. It is 
believed that the pectinase is the same in all of a number of fungi tested (including 
Botrytis cinerea, Pythium ile baryanum, Phytophthora erythroseptica , Sclerotinia 
fructigena , etc.), but its properties depend on its exposure to the action of other 
substances <i9 », while whether it is produced at all and the quantity produced, 
depend on the medium in which the fungus is grown (see also below, p. 129). 

Some fungi can cause notable rises in temperature in decomposing plant 
material. Thus Aspergillusfumigatus has been found to raise the temperature of 
oat straw inoculated with it from 25^ to nearly 55 0 C., in 38 hours. The most 
extensive decomposition of straw has been obtained by a mixture of soil Actino- 
mycetes and fungi. Most of the common soil moulds Aspergillus , PeniciIlium, 
Inchoderma , Rhizopus , and so forth utilise the carbohydrates cellulose, hemi- 
cellulose, pentosans, and mannan readily and rapidly in decomposing plant 
material but not lignin ; certain Basidiomycetes, however, such as the common 
edible mushroom, do not make use of hemicelluloses but deplete the lignin and 

protein, while causing also a loss of cellulose. Some of these fungi can decompose 
humus 


Effect of Nutrition on the Structure and Life-History of Fungi 

All saprophytes and many parasites can be grown on artificially prepared food, 
or culture media ’. The kind of food supplied may have a profound effect on 
the structure and reproduction of the fungus. With such plastic organisms, 
however generalisations are difficult and the most that can be said is that a par¬ 
ticular effect is obtained with a given strain of the fungus grown under a certain 
set ot conditions. Other strains and other conditions may give different results. 
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In some fungi, as in higher plants, it is possible to enhance vegetative vigour 
at the expense of reproductive activity by nutritional treatment. Thus, the aquatic 
fungus Saprolegnia mixta tends to produce a vegetative mycelium only, without 
any spores, when supplied with abundant food regularly renewed. If such sterile, 
strongly growing cultures be transferred to water, or to a weaker food solution, 
sporangia with zoospores are formed in quantity. Transferred to a solid substance 
of little nutritive value, such as plain agar, sexual oospores are alone produced ( «>. 
In early studies of Pythium ultimum (p. 507) only oospores were produced on 
cabbage leaves whereas on other substances sporangia were formed <ss>. Th e my¬ 
celium of various common moulds ( Xlucor , Penici/lium , Aspergillus , A/ternaria , 
etc.) is quite different in structure with different food supplies; in some of the 
Mucors it may be changed wholly or in part from the filamentous to the gemmate 
condition. Nutrition may determine the proportion of aerial to submerged 
mycelium or the formation of coremia (mycelial strands) in place of single hyphae, 
or even of sporodochial erect clustered hyphae instead of a recumbent growth. 
In some genera (e.g. Fusarium , Actinomyces) the colour of the mycelium may 
vary according to the composition of the medium on which it grows and also 
according to the pH of the latter <*•>. Such effects arc the commonplace of all 
mycological laboratories and account for the caution shown in attempting to 
identify fungi from mycelial characters alone. As already mentioned, the mor¬ 
phology of the spores and their method of attachment to the sporophore are much 
more reliable specific characters and are those mostly used. Even here, however, 
there arc difficulties, linked largely with vigour or luxuriance of development. To 
surmount them, many futile attempts have been made to devise a standard or an 
ideal culture medium on which fungi would give consistently satisfactory growths. 

I hat these must fail in, at least, the considerable number of facultative parasites 
which show the specialisation of parasitism described in the next chapter is evident, 
if specialisation is dependent on nutritional qualities of the host, and there is 
overwhelming experience available to show that even pure saprophytes do not all 
use the same food and cannot all be given a single satisfactory diet. 

Symbiosis 

The parasites mentioned so far obtain their food at the expense of the host 
plant and are not known to give anything in return. The food-supplying cells 
are usually killed eventually by the excessive demands of the invader, but, as 
already mentioned, certain obligate parasites, especially those that feed by haustoria 
and those that form galls, may long defer this critical period and kill only when 
the production of spores makes a culminating call on the nutritional resources of 
the host. In many cereal and grass smuts this does not happen until the ear or 
individual caryopses are developing at the end of the vegetative life of the host 
rhe Ascomycete Epichloe typhina (Part II. p. 473 ) may go to a stage further than 
this for it sometimes fails to fructify even when its systemically infected grass 
host has grown to maturity. The mycelium may be found in the anthers and around 
he embryo of the grass seed without necessarily destroying the pollen or preventing 
the seed from germinating. Latent infection may persist for several seasons the 



I-iC. 85.—Mycorrhiza on roots of pine. A, roofs without mycorrhiza. B, root covered with 
mycorrhiza (in pure culture). C, root covered with mycorrhiza (natural). D, E, F, showing 
the relation betweenthe rooting environment and the development of short roots in raised 
seedlings (after Hatch & I)oak) 

plants sometimes remaining barren, sometimes producing viable seed. Ulti¬ 
mately the conidial stromata appear during a flowering period, which may be in 
the second or third year of growth ; up to this time no apparent injury is suffered 
by the host (49) . Perhaps the end point in this progress towards a regulated 
parasitism is marked by the endophytes which occur at times in various species 
of Lolium (rye grasses, darnel, etc.). Two of these have been found to cause 
systemic infection of the above-ground parts of the hosts, one difficult to isolate 
and remaining sterile in artificial media while the second grows readily in culture 
and produces microcomdia : the former develops a dense mycelial stratum between 
the seed coat and the aleurone layer, the latter is sparser and more difficult to 
detect, both are transmitted in the seed, from which they pass to the growing 
point of the seedling. Neither appears to cause any injury, and their presence 
in or absence from a particular plant cannot be detected without isolation or 
microscopical methods (so) . Their identity is unknown, and there is no real 
clue to the physiological relationships between the host and the parasite (if such 
terms are justified in what appears to be a perfect state of equilibrium between the 
two organisms), though there is some experimental evidence which has been 
considered to indicate that the endophyte assists in the supply of nitrogen to the 
host by fixing the nitrogen of the air (6 \ 

So far all the advantages seem to lie with the parasites ; the host at best may 
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he abk to escape injury to a greater or lesser degree, or perhaps, in Ulium, gain 
a little nitrogenous food by the aid of the fungus. Some higher plants, however 
have progressed beyond this stage and have established a symbiotic partnership 
with fungi in which a mutualistic relationship is evident. As the association 
between the fungus and higher plant is chiefly evident in roots, the term ' mycor- 
rhiza is applied to it ( * 2) . 

The best-known mycorrhizas are those of forest trees (Fig. 85) and orchids : 
these represent the two main types of fungus-root association, the ‘ ectotrophic ’ 
and the endotrophic In the ectotrophic mycorrhizas of trees many of the fine- 
lateral rootlets are enveloped in a mantle of fungal tissue which prevents growth 
in length of the rootlet, causing it to assume a swollen or coralloid form. Some of 
the hyphae usually pass down between the cells of the outer layers of the root 
forming the so-called Hartig net (Fig. 86). The fungi concerned chiefly belong to 



FlG ‘ a 8 ^l~ f C , SeC,i ° n ° f 3 I™"* rGOt ° f L Sc L ° ,S pinc ectotrophic mycorrhiza forming 

™ ■ mantle covering the root, with the fungus penetrating between the cells of the 

cortical tissue (the Hart.g net ’) (from a slide by Bond) hc 
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the Basidiomycetes and include many gill and pore bearing toadstools ( Boletus , 
Russula , Cortinarius , Lad arms, Clitocybe , Tricholoma, Amanita , Paxillus , and the 
like), but truffles (Ascomycetes) grow in mycorrhizal association with oaks and 
other trees and the systematic position of some mycorrhiza-forming fungi is 
unknown. Field mycologists are well aware of the common occurrence of par¬ 
ticular species of fungi under certain trees of which this is, perhaps, one explana¬ 
tion. The mycorrhizal association in the orchids differs widely from that of trees 
( Fl g- 87). The fungi concerned are endophytes, mostly sterile Rhizodonia 
stages of the genus Corticium , though the honey agaric, Armillaria mellea , forms 
mycorrhiza with the tuberous orchid Gastrodia elata y in the East. In the Rhizo- 
doma type, the hyphae enter the cells of the cortex of the root, where they form 
dense coils which eventually break down into an amorphous mass. It has long 
been known that orchid seeds are difficult to germinate, and the surmounting of 
this difficulty by providing the seeds with cultures of a suitable strain of Rhizo- 
ctonia is a good example of the application of science to practice by many orchid 
specialists, who not infrequently have kept their methods as a closely guarded 
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n fu " gUS °f CUpicS ,hc P^phcral tissues, about three or four cells 
Z '" nCr . CeUs contain starch Rrains. B-G, cells of a saprophytic orchid ( Dipodium 
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secret. The heaths, in general, resemble 
the orchids, except that the endophytes 
belong to the genus P/ionia and in some 
cases (e.g. in the common ling, Calluna vul¬ 
garis) occur as a sparse mycelium through¬ 
out the plant as far as the fruit capsules, 
whence the seed on germination may 
become naturally infected. In these two 
families and a few others similarly de¬ 
pendent on fungal infection for satis¬ 
factory germination, the seed is small and 
lacking in food reserves, so that it would 
appear that the endophytes supply some 
nutritional requirement. What this is 
is not definitely known, but the fact that 
satisfactory germination of orchid seeds 
occurs without the fungus in certain sugar 
solutions suggests that carbohydrates are 



I- IG. 89. Structure of a lichen. Srkra fuliginosa. 

Transverse section of the thallus showing a 
zone (dark cells) of the blue-green alga 
Chroococcus, covered by a fungal cortex; 
below, a medulla of loose hyphac, with a 
second cortex, and fungal rhizoids (rhizines) 
on the under side ( X614) (after Sachs) 



Fic. 88.—Vesicular-arbuscular type of my- 
corrhiza. mycelium of Rhizophagus 
sp., bearing four large terminal thick- 
walled vesicles, from soil around cotton 
roots ( » 240). B, two hyphac of same 
bearing, respectively, five and two, less 
mature vesicles with thin walls and no 
basal septum ( * 240). C, early stage in 
formation of extramatrical vesicles of 
same ( > 240). D, a hypha of same, 
bearing one older vesicle with a basal 
septum, and others in earlier stages 
( x 240). E, penetration of cotton root 
by a hypha from the external mycelium 
of same ( - 240). F, old hypha, with 
thickened, rigid walls, showing mode of 
entry, with appressorium-like swelling, 
into A bullion root (after Butler, Trans. 
Brit. Myc. Soe.) 

involved. In the heaths a fixation of 
atmospheric nitrogen has been attri¬ 
buted to the endophyte (as in Loliurn ), 
but the evidence for this has been 
questioned. 

There is much difficulty in account¬ 
ing for the physiological relationships 
between the partners in a mycorrhizal 
association <43 ’« 6) . Several converging 
lines of evidence are strongly indicative 
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that it began as an attack by a parasite on the roots of a higher plant — the pre¬ 
valence of infection pegs and other reactions of the host, the occasional tendency 
(well known to orchid growers) for the fungus to develop destructive capabilities, 
the peculiar features of the mycorrhizal function of ArmiUaria mellea , are some of 
these. T he eventual reduction of the invading hyphae to a condition in which 
they are not only made harmless but actually in large part digested by the host 
cells is easily reconcilable with the view that the higher of the two partners gains 
nutritional benefits in the process. But even this view, which is far from easy to 
prove, has been the subject of adverse criticism, with the result that, so far at 
least as concerns forest trees and orchids, the practical man was for a time more 

universally ready to accept 
it than his scientific fellows. 
Gradually, however, the 
beneficial effects of mycor- 
rhiza have gained almost 
general recognition, though 
there is still a lack of agree¬ 
ment as to their nature. 
The fungal partner in endo- 
trophic mycorrhiza gains 
food, often using up all the 
starch in invaded cells, but 
beyond escaping the com¬ 
petition of ordinary soil 
saprophytes, seems to profit 
little from its colonisation 
of the roots. The ecto- 
trophic forms seem to have 
even less chance of benefit¬ 
ing from the association, 
though it may be presumed 
that those of their hyphae 
that grow down between 
the host cells can absorb 
nutrient material from the 
host. There is some evi¬ 
dence that Boletus elegans 
gets a growth-promoting 
substance from the larch 
roots with which it forms 
mycorrhiza Aneurin 

stimulates the growth of 
several mycorrhizal fungi. 

An entirely different 
type of mycorrhizal asso¬ 
ciation is found in the 


F K " 9 °’ Association of alga and fungus in the lichen. A, two 
cells of the alga Protococcus viridis invested by a germ-tube 
trom a spore produced by the lichen Xanthoria pane lx,u, 
l ? 9DO). ff, two filaments of the alga Scytonemo invested 
, h ,un * a I hyphae, from the lichen Stereocaulon ramutatum 
* 730). C a chain of the alga Nostoe, one cell being 
penetrated by a hyphal branch, from the lichen Physma 
chalazanum ( * 960). D. the spherical cells of the alga 
G/oeor <//>$« penetrated by fungal hyphae. from the lichen 
tnaiius of Synaltssa symphorea ( x 960). E. two cells of the 

5P/\ the f ? ncus mcrc ly investing the cells, 
from the lichen Uadomafurcate ( x 960) (after Bornct) 
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majority of annual and perennial plants, in which the cortex of the root is invaded, 
usually in limited areas behind the apical meristcmatic zone, by a sterile fungus 
characterised by special organs known as ‘ vesicles ’ and 4 arbusculcs ’ (Fig. 88). 
The vesicles are large thick-walled diverticula or terminal swellings on an inter- or 
intracellular mycelium, while the arbuscules are haustoria-like, finely branched 
bodies formed often in particular cortical cell layers. Fat is stored in quant it v in 
the vesicles and larger hyphae and is liberated into the host cells through the 
arbuscules, which collapse into formless clumps of indigestible fungal elements. 
The fungi concerned are regarded as probably members of the Zygomycete 
family Endogonaceae and have been assigned to an imperfect genus, R/iizopliagus, 
of this family (8> . It has been suggested that they may supply, with the fat, some 
accessory nutrient or growth promoting substance to the host. The last-mentioned 
type of mycorrhiza is often casual in its formation and there is little evidence 
that it meets an obligate need of the host. But, in general, there is little doubt 
that mycorrhizas are beneficial and in certain cases are of great value in securing a 
satisfactory growth. 

The lichens form the most prominent case of symbiosis in which fungi are 
concerned, though of lesser interest to the plant pathologist than those mentioned 
above 15 They consist of a fungus 


and an alga living in such perfect 
association that they appear to form 
quite definite plants (Figs. 89, 90). 
The fungus hyphae surround and 
grow between the algal cells, into 
which they sometimes send haustoria; 
they feed in part on the organic 
material which the alga builds up by 
photosynthesis from the carbon di¬ 
oxide of the air. The fungus in re¬ 
turn appears to supply water, minerals 
and possibly peptone ; it seems to 
have the best of matters, for it alone 
forms spores in most cases. 

The best-known symbiotic asso¬ 
ciation in which bacteria take part is 
that of the root nodule organism 
of the Leguminosae, Rhizobium or 
Pseudomonas radicicola (Figs. 91, 92). 

This is of considerable importance 
in agriculture, for many pulse crops 
will not grow well unless furnished 
with a suitable strain of the bacillus. 
The latter has the power of fixing 
atmospheric nitrogen and making it 
available to the higher plant and also 
indirectly to the soil when the crop 



Fic. 91.-—Bacterial nodules on roots of soya bean 
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decays or is ploughed under as green manure. Strains vary in their power to do 
this ; some have been found in Great Britain that are poor nodule formers yet 
can outgrow and overcome the better types. It may well be that the association 
started in this case also as a parasitic attack by the bacillus on the root, for under 
certain conditions Pseudomonas radicicola can become parasitic (see p. 156). The 
bacillus profits by the same freedom from competition by soil saprophytes that 
is enjoyed by root parasite-. ' ' f ' 
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Chapter II 

THE LIFE-HISTORY OF PARASITIC FUNGI 


A parasite of the roots or stems of perennial plants or the leaves of evergreens has 
always available the food supplies requisite for its development. It may be, and 
often is, dependent on seasonal variations of activity, but is rarely put to such 
straits to tide over periods unfavourable to its existence as the forms which live 
on annuals, or on the leaves of deciduous plants. Most of the common crop pests, 
and many other parasites, have to face a period of the year when their ordinary 
supports arc not available. The fungi which attack agricultural and horticultural 
crops have usually to pass through a period of about half the year in some other 
way than as active parasites of the crop concerned. The different methods by 
which this problem is solved arc of considerable interest. 


The Persistence of Parasites from Year to Year 

In the powdery mildews on annual leaves, the greater part of the fungus dies 
off when the leaf withers. Later in the season, however, the pcrithecia often 
develop, sometimes abundantly. At this period they are immature, and with the 
ascosporcs undeveloped. After a time they become detached from the mycelium 
and fall to the ground, or they reach the soil with the leaves. Here internal develop¬ 
ment proceeds, and after some months, particularly if exposed to wet, as during 
showers, the asci mature and ripe ascosporcs arc formed ; dew is usually in¬ 
adequate to promote this. The spores are ultimately set free by the rupture of 
the perithecium, and infect the growing plants. In the cereal mildew, Erysiphe 
graminis , a temperature of about 21 ° C. has been found to conduce to the rapid 
maturation of the ascoporcs (l0) . The apple scab parasite, I 'enturia inaequalts , 
behaves in much the same fashion. Its pcrithecia can be found on fallen leaves in 
the winter, but ascosporcs do not appear until about March in the south of Eng¬ 
land and arc not ready for liberation until April or May, when rain will cause 
their discharge. Apple leaves kept in moist chambers mature their perithecia 
comparatively slowly at 4' and 7 C. but the rapidity of development increases 
with rise in temperature up to about 20° C. <•*>. In America, it has been found 
that the date of maturation of the spores may vary from year to year by as much 
as a month, no doubt in dependence on weather conditions during the winter, 
but in Kent it is seldom that danger from the ascospores threatens before the 
third week of April, and the date of their first discharge falls, almost always, within 
the second half of this month. Yenturia y however, is able to persist over winter ( 
in the mycelial condition on the shoots and bud scales of the host (Fig. 93), and 
while in the south of England the ascospores are held to be the main source of the 
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Fig. 93.—Bud-scale infection. Apple scab (I 'rtuuria 
inaequalis). A, B, portions of cross-sections of 
buds of variety * Bismarck’ showing the fructi¬ 
fications of scab on the internal scales and on 
the axis ( x 17) (after McKay, J. Dept. Agric., 
Eire) 



FlC. 94.—Six-year-old branch of pear 
showing pustules of pear scab ( Veil- 
turia pinna). On the old wood the 
pustules are present at the points 
indicated by the pins ; usually the 
pustules occur only on the one-year- 
old wood (photo by Dillon Weston) 


first infections, in other parts of the country 
the new infections from conidia in these 
situations are stated to be usually well estab¬ 
lished before ascospore discharge occurs (l51 . 

Perennial mycelium also exists in branches 
of pear trees affected with scab (Venturia 
pirina) (Fig. 94), in pine trees suffering 

from blister rust (Cronartium ribicola) (Fig. 95), and in numerous trees or shrubs 
attacked by a wide range of fungi. 

Many other Ascomycetes mature their ascospores soon after the perithccia 
are formed, but these spores, aided often by the protection afforded by the wall of 
the perithecium, preserve their powers of germination for many months, even if 
exposed to considerable variations of temperature and humidity, as when cast 
into the soil. In deciduous perennials, the perithecia may lodge in crevices in 
the bark, and the spores be liberated in the following season in time to infect the 
new leaves. Many rusts and smuts, and most Perotiosporaceae t are carried over 
by the prolonged germinative capacity of their perfect or other durable spore 
forms. In the onion mildew (Peronospora destructor) (Part II, p. 697) the oospores 
usually do not germinate until several years after their formation <>«>. In spinach 
mildew (Peronospora effusa ), (Part II, p. 691) oosporal contamination of commercial 
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seed has been found to an extent of 
one oospore to 8J seeds, and heavily 
contaminated seed gave a severely 
mildewed crop in the next season, 
as well as after two years (3) . 
Sclerotia, chlamydospores, resting 
mycelium and even the conidia of 
some imperfect fungi (e.g. Alter- 
riaria brassicae and species of 
Fusarium ), Ascomycetes, and 
smuts, can remain viable for pro¬ 
longed periods. 

In bunt ( Tilletia caries) the 
spores, which are somewhat greasy 
and can remain viable for several 
years, remain adherent to the seed 
grain, which they reach during 
harvest, threshing, or storing, and 
are sown with the seed for the 
following season. Both parasite and 
host germinate together, and infec¬ 
tion takes place in the seedling 
stage. Sometimes a second method is found (Fig. 63). Under certain conditions 
bunt spores survive in the soil for a considerable time and then germinate to form 
sporidia and secondary sporidia during a period of saprophytic life. If this co¬ 
incides with the sowing of the new wheat, or if the field be manured with con¬ 
taminated manure containing active sporidia, infection may occur. Many facultative 
parasites and facultative saprophytes owe their persistence largely to their power 
of passing a more or less prolonged period as saprophytes in the soil, or plant 
debris, or manure, until a new food crop is available. Indeed, were it not for the 
effect of the antagonistic competition of the normal soil saprophytes (see p. 171). 
the growing of healthy crops might be rendered difficult on account of this power 
possessed by many parasites of maintaining their life on non-living soil or organic 


Fig. 95.—Perennial myccliumof' blister rust ' (Cronar- 
tium ribieolo ) in stem of pine. The fungus passes 
between the cells of the medullary rays into 
which it sends haustoria, and penetrates also into 
the cambium and phloem ( x 330) (after Colley, 
J. Auric. Res.) 


nutrients. 


The loose smuts of cereals differ widely from the above fungi in that they can 
persist from one season to the next in the mycelial condition in the grain (caryopses) 
of the host plants. In some of them the spores fall on the recently opened flowers, 
germinate, and the germ-tube grows into a mycelium which remains in or on the 
grain in a dormant condition until it is sown, when it resumes activity (Figs. 
I2I,C, F; 206 e). In wheat and barley the embryo can be penetrated and the 
fungus passes from it, up within the seedling ; in oats the seedling is infected 
as, or after, it emerges from the caryopsis. Other similar methods of carrying 
over until the following season are known in several families of the fungi. In 
the bean anthracnose ( Colletotrichum lindemuthianum) (Part II, p. 603) the beans 
become infected through the pod but, if the attack be mild, are not much injured 
and will germinate in the ordinary course when sown ; the fungus grows into 
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the young seedling and reproduces 
the disease in the new crop. Some 
bacterial diseases, such as bean 
blight (Pseudomonas phaseolicola) 
(Part II, p. 596), and black arm of 
cotton (Xanthomonas malvacearum), 
can also persist through internal 
infection of the seed. It has been 
established also that mycelium of 
Epichloe typhina is present in seed 
of Festuca rubra (Figs. 96,239 b), and 
probably occurs also in F. ovina and 
Poa bulbosa ; it is reported that Poa 
bulbosa may also carry mycelium in 
all the bulbils (21 K In potato blight 
the fungus which remains dormant 
in the tubers can sometimes give 
rise to diseased shoots when they 
sprout (Fig. 97). Several other 
members of the Peronosporaceae 
persist as perennial mycelium with¬ 
in the host; in the onion mildew 
(Fig. 329), the primary infection is 
frequently due to internal mycelium 
from the bulbs. The downy mil¬ 
dew of the hop (Pseudoperonospora 
humuli) (Part II, p. 879) survives in 
the root-stock from which intern¬ 



ally infected spike-like shoots are F,c * 96 .—Epichloe typhina. A. ihc fungus in the leaf 
produced in the spring and bear,he tTjgZZZ 

spores which disseminate the disease the leaf. C, the fungus in the ovary of F. rubra ; 

each year (Fig. 08). In woody ! h 5 aI ™ r ° nc ,a >' cr °" ,hc is stippled (*330 

plants the fungi which produce <lf " r K ' bimpso "’ Tnm ' B '"' Myc ' Sot ) 
witches’ brooms (Fig. 99) possess perennial mycelium. In peach leaf curl, the 
parasite Taphrina deformans (Part II, p. 770) is said to have perennial mycelium in 
the branches, which occasionally serves to infect the newly opened leaves in the 
spring. The majority of the new infections, however, come from conidia which 
have over-wintered on the bud scales and twigs, and the most recent work (based 
largely on evidence from spraying experiments) goes to show that perennial 
mycelium does not usually occur and that either the ascospores or their derived 
conidia are responsible for the continuance of this disease (J2) . Many other 
instances of the occurrence of perennial mycelium are known, as in horse-radish, 
Helleborus , Ranunculus, Vicia, for Peronosporaceae ; Euphorbia, Anemone, for rusts; 
Scdla, Lychnis, for smuts. Among ectophytes several of the powdery mildews, c.g! 
those of apple (Fig. 337), Euonymus and vine, persist as dormant mycelium in the 
bud scales and on perennial parts of the plant. Where internal mycelium is 
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present in shoots or branches it is 
obvious that propagation by cut¬ 
tings offers another means for 
continuance of disease; this ap¬ 
plies in several cases and Epichloe 
typhina may be cited again, as 
an example of transmission by 
divided propagants of its grass 
hosts. 

Plants harbouring a perennial 
internal mycelium, as well as those 
which are infected in the seedling 
stage and retain the parasite within 
their tissues during their lifetime 
(as many of the smuts), are said to 
be ‘ systemically ’ infected. 

Another interesting group of 
cases is that in which the normal 
' incubation ’ period of the para¬ 
site, between infection and spore 
formation, is prolonged as a result 
of unfavourable conditions of tem¬ 
perature, nutrition and so forth. 
The mycelium passes into a con¬ 
dition of suspended activity but is not killed, as its subsequent development, 
when conditions become more favourable, proves (rusts of cereals, hollyhock, 
etc.). The term ' hibernating mycelium ’ is sometimes used to describe this, 
but is obviously a misnomer in the tropics where the unfavourable conditions 
are more usually in the hot season. An exceptional form of this type of delayed 
activity occurs in some parasites, especially parasites of fruit belonging to the 
closely allied genera Gloeosporium and CoUetotrichum , where the infection hypha 
from an appressorium penetrates the cuticle of the young fruit but its further 
passage is delayed until the fruit ripens. In the banana anthracnose caused 
by Gloeosporium musarum , the penetrating thread forms a small hyphal knot 
between the cuticle and the outer wall of the underlying cell, and since these 
knots have been produced by inoculation of the young fruit, whereas the anthrac¬ 
nose spots do not develop until the fruit is nearly ripe, it may be taken as highly 
probable that delayed infection results from them. A similar course of events 
has been postulated in infection of papaw and mango by allied fungi, and in all 
these cases the control of infection by spraying has proved impracticable <24 ‘- 
Even when the fungus is one that enters through stomata, as in the infection of 
young fruit of Avocado pear by Dothiorella gregaria, a latent period may follow 
before the hyphae invade the underlying tissues, as these begin to soften (,,) . 

Many parasites are capable of living on more than one host plant, sometimes 
on a large number belonging to several different natural orders (e.g. Sclerotiuia 
sclerotiorum, Botrytis cinerea , and species of Pythium , Rhizoctonia , etc.). This, 



Fig. <>7.—Potato tuber in which the fungus of potato 
blight (Phylophtliora inf,slam) has apparently re¬ 
mained dormant, giving rise to a blighted sprout 
(after Alcock & McIntosh, Ann. Af»p. Biol.) 
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naturally, may enable them to re¬ 
main active throughout the year. 
A special type of this aptitude is 
known as heteroecism. 

Heteroecism 

In some of the parasites which 
attack different plants, especially 
those that are widely separated in 
botanical classification, the fungus 
assumes a different form on the 
separate hosts, and passes one 
phase of its full life-cycle on the 
first plant attacked and another 
phase on the second ; it thus re¬ 
quires both hosts for the comple¬ 
tion of its full development. To 
this the term ‘ heteroecism * is 
applied. Hetcroccious fungi occur 
almost entirely among the rusts, 
the only other known instances 
being two members of the Ascomv- 
cetc genus Sclerotinia , S. heteroica 
and S. rhododendri , and in these 
the two alternate host plants in¬ 
volved arc botanically related ,8 ». 

The most familiar instance of 
heteroecism occurs in the black 
rust of wheat. The destructive 
parasite passes the first part of 
its life on certain barberries, the 
second on wheat and other cereals 
and grasses. It never progresses 
on the barberry beyond the aecidial 
stage and the aecidiospores borne 
on the barberry cannot infect the 
same host. About seventy-five 
years ago, however, it was dis¬ 
covered that these aecidiospores 
could infect wheat and other 
Oramineae, and on these hosts 



Fig. 98.—Perennial mycelium of downy mildew of the 
hop. A. section of a nursery set from a cutting 
planted in 1923. and examined on Nov. 11, 1925. 
The mycelium (Pseudnperonospora humuli) is shown 
by the small letters / in the bast and cortex of 
the older parts, and also in the swollen base of the 
1925 growth ; in addition, it was present in the 
roots. R, diagrammatic outline of a longitudinal 
section of apical bud of a shoot (bine), with a 
terminal * spike ’, at about 7 ft. from the ground ; 
mycelium again marked/; from here, hyphae were 
traced downwards to a distance of 39 cm. in the 
bine (slightly adapted, by permission of Ware, 
Trans. Brit. Myc. Soc.) 


produced the long-known black rust, the uredo-tcleuto stages of Puccinia 
grammis. On germinating the teleutosporcs it was found that the resulting 
sporidia were unable to attack the cereal or grass host on which they had 
been formed, but infected barberry leaves readily, giving the spermagonia and 
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Fig. 99.—Cacao (Trinidad, B.W.I.). I , branches showing witches' broom caused by Marasmus 
periiiciosus. li, showing the small sporophores of the fungus (photos by permission of 
Wiltshire) 


aecidia of barberry rust. The cycle was therefore complete ; two of the spore 
forms, one of which represents the haploid gamctophytic fructification (see p. 344), 
arc borne on the barberry ; two on the wheat or other grass ; and one — the 
sporidium — is developed at the expense of the reserve food stored in the teleuto- 
spore. 

In Sderotinia hetcroica the cycle is somewhat simpler. On one host, Ledum 
palustre , sclerotia arc found in the fruit and develop, after a period of rest, into 
the apothecia of the ascigerous stage. The ascosporcs, however, cannot infect 
Ledum , but for their further development must reach the shoots of a different 
plant, Vaccimum uliginosum. On this they produce a conidial stage, differing 
widely from the ascigerous form. The conidia arc again unable to infect the host 
on which they arise, but if sown on the stigma of a Ledum flower, germinate, 
pass down to the ovary and reproduce the sclerotia ; there are only the two spore 
forms, each on a different host. 

Heteroecism in the rusts always follows in regular sequence ; the aecidial 
stage is passed on the one host and the uredo-tclcuto stage (or sometimes the 
telcuto only, the uredo being dropped) on the other. It is probable that originally 
the fungus lived its whole life on one plant and later took to the habit of spending 
part of its life on a second. How this arose, however, is obscure, though attempts 
to account for it are not wanting. 

If the heteroecious fungi were always obliged to go through their whole cycle 
of development, it is clear that they would only continue to exist as long as both 
hosts were available ; it would then be possible, for instance, to eliminate the 
cereal black rust by destroying the barberry. Unfortunately, this is not the case, 
for it has been found that the alternation of hosts is by no means essential to the 
life of the fungus. Black rust has been prevalent in Australia for over 140 years, 
though the aecidial stage was only seen for the first time in nature there in 1933 03 
So also in India the aecidial stage, found only in the Himalayas, cannot be con- 
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nected with the commonly prevalent black rust of wheat in the central part of the 
country. Nevertheless, there are many areas where barberry eradication has 
greatly reduced the injury caused by black rust (see below, p. 225). 

Outside the fungi, this peculiar habit of changing hosts is of still greater interest, 
owing to its connection with certain human diseases. Malaria, for instance, is 
due to a heteroecious animal parasite which passes one stage of its life in some 
mosquitoes and another in man. 

Specialisation of Parasitism 

Amongst those fungi which are capable of attacking several different species 
of plants many have developed into distinct races, each of which, though out¬ 
wardly similar to the others, is restricted to one, or a few only, of the host plants. 
A special species of fungus, such as Puccinia gram in is, may include a number of 
these races, similar in structure and not to be distinguished from one another in 
any other way than by their capacity for living on certain hosts ,17) . Furthermore, 
since a single species of host plant may comprise a number of varieties, especially 
if it be an economically important plant that has been subjected to breeding and 
selection, there may be several, or even many, different races of the parasite on 
one species of host, differentiated by their capacity to attack particular varieties 
more or less severely than others. The difference between them is in physio¬ 
logical characters, not in characters usually recognised in botanical classification, 
so that there may be several or many physiological varieties or forms within the 
one botanical (morphological) species. To this splitting of a parasite into special¬ 
ised races on different host plants the term ‘ specialisation of parasitism ’ is applied. 
The races are now known as ‘ physiologic races *. In certain rusts, mildews, and 
other fungi, the specialised races may be grouped into a smaller number of groups 
possessing slight but constant morphological differences from one another. With 
some of these it has been found convenient to regard each of these groups as a 
sub-species of the fungus. A trinomial nomenclature has become a common 
usage with some economically important parasites in order to define the sub¬ 
species concerned, while within the sub-species the physiologic forms of which 
it is composed are given numbers. Thus Puccinia graminis tritici ‘ 56 ’ refers to 
physiologic race No. 56 of sub-species tritici (so named because wheat is its most 
important host) of Puccinia graminis. 

These various races of rust are not morphologically distinct but physiologically 
they are, because they produce different effects on certain cereal hosts. They are 
distinguished by the degree of spotting which they produce when severally inocu¬ 
lated into seedling leaves of twelve selected standard wheat varieties ; five oat 
varieties are used for differentiating between the races of P. graminis on oat, and 
also five for the rust on rye ; these cereal hosts are known as ‘ differential hosts ’ 
(I'ig. 100). The inoculations are carried out with uredospores, sprayed on to the 
foliage leaves. According to the degree of spotting produced, each type of infec¬ 
tion is indicated by one of six symbols, thus : 

Type o—very faint, light flecks ; host therefore considered immune. 

>. 1—uredosori very minute ; host strongly resistant. 



RACE 21 
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F, C- ioo.—P hysiologic races. Infection types produced by two different races of Puccinia graniinis 
tritici on the same wheat varieties. Mo., Marquis ; Krd., Kanred ; Mud., Minduin ; £/>"'• 
Spelmar ; Enk., Einkorn (by permission of Craigie, Dom. Can. .jgric. Emirs'. Bull. 84) 
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Type 2—uredosori small to medium ; host resistant. 

„ 3—uredosori medium size ; host moderately susceptible. 

„ 4—uredosori large and confluent; host very susceptible. 

» X—a ‘ mixed * reaction ; uredosori of variable size, mostly 
those of 1 and 4. 

In addition, a ‘ plus ’ or a ' minus * sign, or two pluses or two minuses, are 
included to indicate variations of a slightly greater or slightly less susceptibility, 
respectively, than that represented by the infection type shown in the table. A 
double plus or a double minus denotes a slightly greater departure than the 
single plus or minus. The following table shows some actual results, the names 
indicated being those commonly applied to the twelve differential strains of 
standard wheat specially chosen for this purpose : 


0 

I 

is 

Little Club 

M 

| , 

-0 

a 

c 

■ 

X 

2 

0 

X 

n 

Ji 

3 

*» 

£ 

< 

Mindurn 

h 

l 

£ 

•r. 

« 

M 

c 

4 

X 

£ 

< 

£ 

j 

c 
• —• 

U 

>9 

56 

4 

4 

2 - 

0 

3 + 

3" 

3 + 

4~ 

1 = 

4 

I = 

4 = 

1 - 

3 + + 

3 + 

3 + + 

3 + 

3 

1 = 


a 

4 

X 

I = 
I - 


Every degree of transition may be found between those parasites which freely 
infect all their hosts, through those that attack other hosts less readily than the 
one from which they are taken (e.g. Rhizoctonia), to those which arc narrowly 
specialised on a single host (e.g. Uroph/yctis olfalfae (Part II, p. 452) on lucerne). 
Evidently the adaptability of the parasites to their hosts varies greatly in different 
fungi and is sometimes exceedingly close. Whole genera of fungi are known 
that arc confined to a single family of plants, as the Phragmidium rusts to the 
Rosaceae. Less frequently a single species of fungus is restricted to a single genus 
of host (as the uredo-tclcuto stage of Puccinia anomala (Part 11 , p. 430) on Hordeum ), 
or to a few allied genera, as the potato-blight fungus (Phytophthora infestam). 

There is nothing surprising, therefore, in finding a tendency amongst those fungi 
that attack many hosts to split into races, each specially adapted to life on a single 
one or a few of them. Chemical heterogeneity of the hosts is probably the reason 
for this. 

Specialisation of parasitism is strongly marked in many rusts and mildews 
(both Peronosporaceae and Erysiphaceae). It is also very evident in the Chytri- 
diaceae , Ascomycetes such as Protomyces , Exoascus , Claviceps and Epichloe , smuts, 
Hasidiomycetes (Corticium) and Deutcromycetes ( CoUetotrichum , and several 
other genera). 

Specialisation has been very fully investigated in the rust and mildew of the 
commoner cereals ,4 - ,7 \ Wheat, barley, and oats have each their distinct races 
of rust and mildew. The black rust of wheat will not attack oats, nor that from 
oats, wheat, under natural conditions ; successful infection of oats has been effected 
however, when spores from wheat were applied to young, rapidly growing tissues 
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in the laboratory. The races which occur on the cereals may, in certain cases, 
attack various grasses ; Pucnma grammis tritici has been found on some 25 species 
of grasses and P. gramims avenae on nearly as many, some species being sus¬ 
ceptible to both sub-species of the rust. Grass hosts can sometimes be implicated 
in the persistence of a cereal rust from one season to the next. 

The cereal rusts are heteroecious. In none is the aecidial stage produced on 
the crop attacked. So long as the fungus reproduces itself by means of the uredo- 
spores, it breeds true except for the occasional appearance of a mutation or salta¬ 
tion, about which more will be said below. On the alternate hosts (barberry, 
buckthorn, and so forth) the sexual stage of the fungus is developed, and this 
gives an opportunity for the mixing of the nectar, bearing spermatia, produced by 
spcrmagonia arising from different sporidial infections. In this way, different 
physiologic races can hybridise, and the result will be a 4 form ’ which is hetero¬ 
zygous in respect of the character of physiological specialisation. If a hetero¬ 
zygous physiologic race on a cereal or grass passes again on to its alternate host, an 
opportunity for segregation is given, and forms that are new to the locality may arise. 
A case of the sort is reported from Australia, where the relatively small number 
of physiologic races of Puccinia grammis that were known there up to 1934 had 
probably been, for the most part, introduced from other countries. In 1933 the 
heterozygous P. grammis tritici 4 34 ' was found on barberries, and evidently had 
reached them from the grass Agropyron scabrum , which was infected with race ‘ 34 ’ 
of the rust, in close proximity. In the following year, race 4 11/ not previously 
known in Australia, was found in the neighbourhood, and it has subsequently 
been reported on the wheat in several districts. Race 4 11 * is known to be one of 
the segregates from 4 34,* and it can scarcely be doubted that it arose as a result 
of the passage of 4 34 ’ from Agropyron to barberry <*«>. In the barley rust, 
P. anomala , two of the races, 4 12 * and 4 13/occurring naturally at Cambridge, are 
heterozygous ; self-fertilised material of the aecidial stage on the alternate host 
Ormthogalum umbellatum , gave, from 4 12/ four races not previously recorded, and 
from 13,’ two. Both also produced some already known races < 6) . This faculty 
of producing, by segregation, new physiologic races in an area is an additional 
and very strong argument in favour of the eradication of the alternate host of 
destructive heteroecious rusts. It is noticeable that in countries like Australia, 
India, and Kenya, where barberries play little or no part in the life-historv of 
l ucama grammis, the number of physiologic races is much less than in Europe or 
North America where barberries are, or have been, numerous. There are over 
20° known physiologic races of P. grammis tritici , but up to 1939 only nine of 
these had been found in Australia, and still fewer in India (six) and Kenya (five). 

A sixth was added in Kenya in 1940. 

■ u* ,° t * lcr ccrca l rusts, the number of physiologic races hitherto distin- 
guis ed is less than in P. grammis. There are about 90 of P. triticina , about 40 
of / . coronata , and about 30 each of P. glumarum and P. anomala. These enumera¬ 
tions, owever, are a little unreal, for they are based on the reaction to infection by 
the rust in question of an arbitrarily selected standard collection of varieties of its 
host, as above mentioned for wheat, and it has sometimes been found possible to 
split a particular race into two by adding a new host variety to the collection. The 
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tests, too, are not always made under standard conditions of environment, and it 
is now known that differences in temperature and light may produce changes in 
the reaction of a test variety of the host to a particular race of the rust. 

The cereal mildew, Erysiphe gram inis, is rather more strongly specialised than 
Puccinia gram inis, for the physiologic races on wheat (of which several arc known) 
will ordinarily only infect species of Triticuni , those on barley, species of Hordeum , 
and those on oats, species of Arena. An exception to this is the susceptibility 
of young plants of Hordeum sylvaticum to mildew from wheat, while resisting 
infection from barley. As usual with specialised parasites, the physiologic races 
differ from one another in their powers of attack, and the different species and 
varieties of the host are not all equally attacked by any one form of the fungus. In 
several of the Erysiphaceae a reduced type of infection occurs on some of the 
susceptible hosts which are not readily attacked, and may show a prolonged 
incubation period and yield few spores. A distinction has also been drawn between 
full infections and sub-infections, the latter term being applied to infections on hosts 
not habitually attacked by the fungus and also to infections artificially produced on 
otherwise immune plants after wounding, or scorching, or the application of 
narcotics. By the latter treatment the reaction of potato tubers resistant to blight 
could be retarded so that a susceptible reaction was obtained, this reaction being 
one of speed of production of a substance toxic to the fungus. It has been found that 
E. graminis from wheat will infect barley leaves that have been touched by a hot 
knife, or near where a piece of leaf has been removed or gnawed by slugs, or where 
bruised by hail or in rolling the crop. Attack by green fly may have a similar 
effect. If exposed to the vapour of ether, chloroform, or alcohol, the whole leaf 
may become susceptible <20) . In such cases the defensive mechanism, which acts 
by preventing full penetration of the epidermal cells by the haustoria of the fungus, 
is unable to function and successful entry by some haustoria is effected. A sub- 
infcction has been observed to change into a full infection towards the end of the 
vegetative period of the host, presumably because the defences of the plant are 
too much weakened to arrest the activity of the haustoria, or chemical changes 
have occurred in the host cells which make them more receptive to the parasite. 

1 he total infection by Usti/ago zeae in place of its usual localised attacks in maize 
plants exposed to the vapour of ether, or heated to 70^ C., may be due to changes 
in the host cell walls, or cell contents. 

Specialisation of parasitism is almost as strongly marked in some smuts of 
cereals as in the rusts and mildews, but in others, such as Usti/ago zeae , it is less 
evident. In this group, as in the rusts, the sexual process may play a part in the 
production of new races. Thus at Halle, in Germany, crosses between sporidia 
of physiologic races of Usti/ago avenue gave segregated forms that had very different 
powers of parasitic attack on particular varieties of oats from those possessed by 
the parents (,8 >. 


As a general rule, the infective powers of a specialised race are identical in all 
its spore forms. Thus in physiologic races of Puccinia graminis that are homozygous 
for their parasitic character, the aecidial form on the barberry has the same special¬ 
isation as the uredo-teleuto stage on cereals, unless crossing with another race, 
or saltation (which will be referred to below) occurs. In Erysiphe graminis also, 
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the conidia and ascospores have the same host range and this is true likewise for 
the five races of Claviceps purpurea. 

In a general way the physiologic races of a specialised parasite are quite stable. 
It is true that the range and degree of their parasitism may fluctuate under tem¬ 
porary conditions of environment or nutrition, but such fluctuations do not become 
permanent. In most cases they appear to be due to factors which act by influencing 
the receptivity of the host rather than the parasitic powers or aggressiveness of 
the fungus. Thus, in the extension of the host range of forms of the Erysiphaceae 
mentioned above as having been caused by wounding or narcotising an ordinarily 
unsuitable host plant, it is the host and not the parasite that is modified. A leaf 
partly eaten by slugs sometimes becomes susceptible near the bitten edges to a 
fungus which it resists when undamaged. Frost, hail, and the like may act in the 
same way, just as they can enhance the injury caused by weak parasites like 
Botrytis , which is often most destructive after frost, or Coniothyrium diplodiella 
which may do so much damage to grapes after hail storms that it is sometimes 
known as the 4 hail disease ’. Even the agricultural operation of rolling the crop 
may temporarily alter the resistance of the bruised leaves. High fertilisation 
has also been found to affect the susceptibility of cereal varieties to physiologic 
races of rust. It was shown in Germany that extensive modifications of the 
reaction of the standard test collection of wheat varieties — used to identify physio¬ 
logic race ‘ 14 ’ of Puccinia triticina and races 4 4 * and 4 7 ’ of P. glumarum — could 
be induced by drastic modifications in the nitrogen and potash supplied (9) . 

In these examples the resistance of the host is modified, but the spores borne, 
for instance, on an injured part remain incapable of infecting sound tissue on the 
plant. It has not hitherto been found possible to 4 educate ’ a true parasite by any 
artificial means into attacking the perfectly sound tissues of a host that is normally 
immune from it. Prolonged experiments have shown that the propagation of 
wheat bunt or rust on varieties that have considerable resistance to the physiologic 
forms tested, does not alter their pathogenicity in any way. Similarly, Erysiphe 
graminis tritici has been cultivated in wounds on the leaves of barley for 128 
clone generations, without showing the least sign of adaptation to this host. The 
cases to the contrary that have been reported arc better explained by automatic 
selection, in a mixed population of the parasite placed on a refractory host, of 
those units of the population to which the plant is susceptible. The possibility 
also that saltation may account for some of these reports cannot be excluded. It 
has even been suggested that the now abandoned view — that certain host plants 
can act as 4 bridging species ’ in that, by growing the parasite on them for a time, 
it then becomes capable of infecting plants normally immune — may have a certain 
basis of truth if it is assumed that the 4 bridging species * has the faculty of inducing 
saltations capable of extended parasitism i2Z \ 


Saltation 

The term saltation is applied to an abrupt change in the morphological char¬ 
acters of the whole, or more usually of a part, of the thallus of a fungus which up 
to then had followed the general rule that like gives rise to like in the successive 
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1'lG. ioi.— Saltation in colonies of Pemcillium nolalum (the fungus which yields penicillin) showing 
natural variation in culture. A, B. C, show light, mycelial sectors and dark, sporulatinR 
sectors of various shapes. D, a normal colony showing sectors of varied appearance (photo by 
Hutchinson) 

vegetative or asexual spore generations of a species. As will he seen, there is 


reason to believe that saltation may similarly produce abrupt changes in physio¬ 
logical characters, but these are usually much more difficult to observe. Saltation 
is generally visible in artificial cultures of fungi (Fig. ioi), not because there is 
any bar to its occurrence in their natural life, but because it is much less likely 
to be noticed when the fungus is growing in its natural site, usually accompanied 


by others, than when it is in pure culture in a test tube or petri dish. In culture, 
the new modification generally appears as a sector in an otherwise homogeneous 
growth, and if the culture has been kept free from contamination and is the product 
of a single spore or piece of hvpha, the change is likely to be quickly noticed. 

Saltants may differ from the parent strain in such characters as rate of growth ; 
extent of sporing and sometimes of chlamydospore and sclerotium formation ; 
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length, breadth, shape, and septation of the conidia ; density, colour, and zonation 
in the mycelium. Some of these characters may be linked or antagonistic, albinism 
with sterility, or copious formation of aerial mycelium with scanty sporing. 

The change that occurs is often permanent in successive vegetative or conidial 
generations. It has, thus, a certain similarity to mutation in higher plants. It is, 
indeed, quite likely that some saltations are mutations ; others, however, are 
probably not connected with chromosomal or gene changes, and the term saltation 
has the advantage that it is non-committal as to the origin of the new strain. Some¬ 
times saltation may be the result of segregation in hvbrid strains ; it has indeed 
been suggested that most saltations can Ik* ascribed to a heterozygous constitution 
ot the parent mycelium and that, even where there have been no nuclear fusions, 
vegetative anastomoses may lead to a condition of hctcrocaryosis due to the 
presence of nuclei of different origins in the one cell. It is known that the presence 
of the paired nuclei in the dikarvophytic mycelium of the Basidiomycetes can 
affect such characters as the rate of growth of the hyphac and the like. But there 
are many cases of saltants first appearing after many successive culture genera¬ 
tions of the fungus have been grown, and of their production as a result of irradia¬ 
tion (X-ray and radium) (I*ig. 102), chemical treatment (zinc sulphate, the sodium 
salt of salicylanilidc), high temperature, and so forth, that are difficult to ascribe 


I* 10. 102.—Saltation and irradiation. Colonics «>f Penicillinm notation showing sectors. A, 
spontaneous sector. II, irradiated colony showing mutant sectors of different shapes. C, two 
separate colonies with different growth-rates meet anti compete for the same territory. P-f'i 
imitation of various types of sectors, by inocula of two strains, with equal /•') anti different 
(D) growth-rates (after Pontecorvo & Gemmell, Xaturc, 3913, 1944) 
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to heterozygosity (29 * 30> . The frequently observed fact that a young mycelium 
is more likely to show saltation than one that is older, is also not in accordance with 
expectation on this view. At the same time, it is known in some cases that the 
parent characters may mask the presence of those of a saltant in the mycelium. 
In a strain of Diaporthe perniciosa (which always developed a masked saltant 
revealed on sub-culturing, at a certain stage of its growth) small pieces of the 
hyphae were removed and separately cultured ; for the first few days of growth 
the pieces all gave the parent form, but those removed later grew into the saltant 
form; as the colony extended, the part yielding the saltant remained at a fixed 
distance behind the growing margin, until growth ceased when the whole colony 
produced the saltant. Furthermore, when the saltant was brought into contact 
with the parent strain, anastomoses occurred and the saltant was reconverted 
into the dominant parent type. So also when the fusion cells, produced when 
hyphae of two saltant strains of species of Fusarium , and of Helminthosporium 
anastomosed, were isolated and grown, they yielded forms that were neither new 
nor intermediate, but resembled one or other of the parents, or were a mixture 
of the two. When no mixture resulted, it was suggested that some form of domin¬ 
ance of one or other of the parents in each fusion product was involved. Such 
cases show a certain resemblance to the phenomenon of dominance in a hybrid 
strain, and if dominance can occur, some apparent saltations may be the result 
of segregation. 

Saltation is much influenced by nutrition, so much so that it has been con¬ 
sidered to be a function of the medium in which the fungus is grown. It is favoured 
by media rich in nutrients (e.g. Richards' solution), by high concentrations of 
salts, and by absence of staling products. Several cases have been reported in 
which two saltants, each of which grown separately is either infertile or sparingly 
fertile, when grown so that their colonies meet, produce spores copiously along 
the margin of contact. When these spores are asexual, as in the pycnidia of 
Cytospora ludibunda, there can be no question of the union of different sexes 
being involved, and the suggestion has been made that nutritive heterothallism 
may explain the result, each strain being able to absorb a part only of the nutrients, 
required for the formation of the fruit bodies. 

Sometimes saltation is progressive, a first saltant giving rise to a second, 
and so on. Occasionally, one strain regularly gives rise to the same saltant in 
each culture generation of the parent. This has been observed, for instance, in 
Coniothyrium pirinum , in which the saltant remained stable in succeeding genera¬ 
tions, and in Diaporthe perniciosa in which the saltant sometimes gave the parent 
form again. The last condition has been called cyclic saltation, and has been 
reported several times. Some strains of Monotospora lanuginosa give regularly 
cyclic saltants, while in others the saltant seems to be permanent <5> . A saltant 
in a species of Alternaria differed so much from the parent as to be referable to 
the genus Stemphylium, and the Sternphy/ium-form again gave the Alternaria. 
In such cases the process which leads to saltation is evidently reversible. 

Saltation may be detectable immediately on the germination of the spore. 
Whether, when this occurs, it is due to a change in the spore, or just before its 
formation, or after the germ-tube grows out, is difficult to establish. Different 
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spores from a single pycnidium may give rise to different strains, some permanent, 
others not. Sub-cultures from each of the eight ascospores in an ascus of Gibberella 
zeae gave variants which occurred haphazard and did not appear to be due to 
orderly segregations in the ascus. The variants differed in their rate and type of 
growth and in pathogenicity 131 '. Similarly, a culture made from a single ascospore 
of Via port he perniciosa gave four sectors which appeared to start from the neigh¬ 
bourhood of the spore ; three of these again gave the parent form, the other 
persisted as a new form. Cultures made from different hyphal tips of the same 
germinating conidium of Helminthosporiumgramineum differed in cultural characters 
and pathogenicity. It appears, therefore, that even an asexual spore may carry 
factors producing different types of progeny t23) . 

It appears probable that under the general term saltation, in fungi, several 
distinct processes are included. Some may be genetic and resemble mutations 
in higher plants, or be merely the result of segregation in hybrid strains. Others 
appear to be somatic and to be analogous to bud variation in higher plants. Others 
again may be primarily nutritional or due to the action of high temperature, 
chemicals or radiation on the nuclear constitution, or on the cytoplasm. This 
action must be deep-seated and it seems difficult to find any single explanation 
that will fit all the cases of permanent modifications that have been described. 

I he importance of saltation in plant pathology is connected with the evidence 
that the differences between saltant and parent in physiological characters, such 
as rate of growth and pigment formation, may extend to their parasitic properties. 

1 his has been fully established on several occasions (30) . Thus, of thirteen saltants 
of Helminthosporium sativum the pathogenicity of which was tested on wheat and 
barley, two proved to be more virulent than the parent strain, while three were 
less so u *. So also in a single unisexual monosporidial line of Usti/ago zeae t 
several saltants occurring as sectors in the colonies differed from the parent and 
from one another in pathogenicity, and these differences were maintained in 
successive sub-cultures for several years <*>. It is not infrequent to find colour 
variations due to saltation in the uredosori of rusts, and these are sometimes linked 
with new pathogenic properties. Thus, orange pustules appeared among the 
brown in some inoculations on barley of physiologic race ‘ 14 ’ of Puccinia anomala , 
found in Cumberland. These bred true in successive uredo generations, and when 
their pathogenicity was tried on a series of test barleys, they proved to belong to a 
hitherto undescribed physiologic race ; on some barley varieties severely attacked 
by the parent form, the new form produced no sori, and on one or two it was some¬ 
what more virulent than the parent <*>. Similarly, physiologic race ' 33 ’ of Puccinia 
coronata on oats apparently arose as a saltant from race ‘ 1 * (l6) . Extensive varia¬ 
tions in pathogenicity have been found in some of the weakly parasitic fungi that 
attacked stored apples ; in numerous saltants of Cytospora ludibunda the most 
aggressive form, as judged by the rate of advance of the mycelium in apple tissues, 
was more than four times more virulent than the parent, and more than thirty 
times more so than the weakest saltant. In similar work with Fusarium fructi- 
genum no saltant was more virulent than the parent, but several were weaker; 
of two strongly contrasting saltants, one with a copious aerial mycelium and few 
spores, and the other a low-growing, sporing type, the action of the former in 
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rotting apples was much stronger than that of the latter. In some of these fruit 
parasites the saltant was either equal to, or more or less virulent than the parent 
according to the variety of the host on which it was tried. Age of the fruit also 
affected the relative virulence of the strains. 

The significance of these facts in the occurrence of disease in nature, and in 
the efforts to control it by breeding resistant varieties of crops —is obvious. Sal¬ 
tation may produce a strain of an ordinarily weak parasite with such enhanced 
virulence that an epidemic outbreak follows. If this occurs, it is probably rare, but 
it is a possibility that cannot be discarded in seeking to explain such outbreaks as 
that of the withertip disease of limes which destroyed the lime fruit industry in 
the island of Dominica in 1922, though the fungus responsible was morphologically 
indistinguishable from Colletotriclnim gloeosporioidcs, a common but rarely serious 
parasite of citrus trees in most countries where they are grown. 

Still more serious, however, may be the production of a new physiologic 
race of a fungus such as one of the cereal rusts, against which resistance has been 
secured by breeding and selection. The new form may render this work nugatory 
and compel a further effort to secure resistance against it. Fortunately, here 
again, such a contingency appears to be rare except where the new form is merely 
the result of segregation in a hybrid strain, but the collapse of the resistance 
to the wilt caused by Fusarium nireum of certain improved watermelon varieties 
in the United States has been ascribed to it * 26 \ What is much more frequent is 
an increase in the prevalence of a previously uncommon race ; the effect may be 
the same, and indeed may be a consequence of the increased cultivation of host 
varieties resistant to the older races. 

Bacterial variants have also been described, though there is no certainty that 
the processes involved are analogous to those that cause saltation in fungi. The 
most common change is from a smooth to a rough type of growth or vice versa, 
and this morphological change may be accompanied by changes in pathogenicity. 

I hus the smooth colony strain of Pseudomonas pliaseolicola was more virulent to 
beans and also more sensitive to the action of a bacteriophage than the rough 
colony form, in studies of the two forms carried out in Australia <l \ Sectorial 
variants differing from the parent colony in being white instead of yellow, are 
known in single-cell cultures of Xanthomonas steuarti and may remain perma¬ 
nent on sub-culturing, or in the host, or they may revert to the yellow type <7> . 
In this organism saltation or mutation affecting colony characters, colour, and 
virulence seems to be common. Passage through susceptible varieties of maize 
increases the number of colonies of low virulence obtained by subsequent sub¬ 
culturing, while virulent types predominate after passage through resistant 
varieties. The variants obtained in cultures from single cells may be more or 
less virulent than the parent, and the evidence suggests that when resistant seed¬ 
lings are inoculated the proportion of virulent bacteria increases by selection 
within the plant 

Parasitism of Different Stages in the Life-History 

In very many fungi active parasitism is confined to the earlier part of the life- 
history ; the later stages, particularly the development of the ‘ perfect ’ spore 
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form, occur only after the tissues of the host plant have been killed. Thus, in 
many Peronosporaceae and Ascomycetes the oospores, or the perithecia, only 
appear in or on dead parts and are nourished saprophytically either from the dead 
organic matter of the host cells or, more probably, from reserves stored up in the 
mycelium during its period of active parasitism. The perfect stage, Corticium 
solani , of the ubiquitous Rhizoctoma so/ant, differs from these in that it is only 
found on healthy green parts of plants ; but still it behaves as a saprophyte, 
causing no injury to the parts on which it grows, using them only for support. In 
marked contrast to these are the cases where the gametophytic stage is not para¬ 
sitic. In the peach leaf curl fungus Taphrina deformans ( Fig. 367) the yeast-like 
haploid generation may be prolonged as a saprophyte on the buds and other 
superficial parts of the tree until a cool wet spell occurs in the spring, when the 
parasitic sporophytic stage develops <“>. In some of the Ustilaginaceac also it is 
only the dikaryophytic stage, developed as a result of the fusion of two haploid 
sporidia germ-tubes, or mycelia, that has the power of entering the tissues of the 
host. In wheat bunt, for instance, the hyphae arising from the haploid secondary 
sporidia (‘ secondary basidiospores ’) are slender and show no parasitic ability, but 
when two of these hyphae from sporidia of complementary sex fuse, a stouter 
fusion hypha results, and it is from an appressorium developed from the fusion 
hypha on the coleoptile of the host that the infection hypha arises (Fig. 63). 

I here is evidence that the germ-tube (promycelium) arising directly from the 
smut spore can penetrate into the host and establish a parasitic mycelium, bearing 
nuclei of complementary sexuality ; this has been reported in UstUago zeae and 
U. avenae (Fig. 206), and no doubt occurs commonly in other species under 
natural conditions. 


Nutritional Stimulation by Parasites 

In Chapter VI reference will be made to the galls produced by fungi in many 
plants. The development of these is due to some stimulant action of the parasite 
which provokes hypertrophy or hyperplasy, or both, in the tissues of the host. 
1 he gall tissue is sometimes remarkably rich in reserve food. Thus the ‘ cedar 
apples caused by Gymnosporangium juniperi-virginianae on Jutiiperus virginiana 
are due to the stimulation of the host to prodigious activity in the multiplication 
of its cells and the storage of starch. In Formosa the swollen shoots annually 
produced from plants of Zizania aquatica infected by UstUago esculetita , which is 
perennial in the rhizomes, are marketed for food, the plants being sometimes 
specially grown for the purpose by Chinese. Similarly the hillmen in the Himalayas 
relish the hypertrophied shoots of Urtica parviflora infected with Aecidium urticae, 
a rust which has its uredo-teleuto stage on Carex. The young heads of sorghum 
transformed into sori of the head smut Sorosporium reilianum are sometimes 
eaten in India. In these and similar cases the parasite provokes a flow of nutri¬ 
ments from other parts of the plant, some of which arc built up into protein 
matter and reserves in the mycelium, a dense accumulation of which may be 
found in the gall, some deposited as starch in the host cells. The gall cells may 
thus be regarded as constituting a storage tissue ; but they differ from other 
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storage tissues in serving the needs of an alien invader rather than those of the 
parent organism, for they are largely depleted during the fructification of the 
fungus. The preservative, or even apparently restorative, action of certain 
parasites on the chlorophyll apparatus ot leaf tissues (see below, p. 209), is a 
further example of nutritional stimulation evidently advantageous to the parasite 
rather than the host; it is marked by the formation of green islands of tissue 
surrounding infections by rusts and other fungi on leaves that have begun to fade 
from other causes, such as over-crowding, want of light, or the like, and is seldom 
seen in infections on fully healthy green tissues. Continuation of the photo¬ 
synthetic activity of the cells has the effect of prolonging the parasitic life of the 
fungus. Chlorophyll is probably the most sensitive indicator in the cell of the 
degree to which a parasite has succeeded in establishing relations of equilibrium 
with its host (,9 >. 


Epidkmics 

For nearly a hundred years many of the most intensive studies of the life- 
history of parasitic fungi have centred around the species responsible for epidemic 
outbreaks of plant diseases. For other reasons also epidemiology (or the science 
of epidemics) has a particular appeal in plant pathology. The recognition of 
phytopathology as a distinct branch of biological science may be said to have had 
its foundation in a succession of epidemics (or 4 epiphytotics ’ as they are some¬ 
times termed in the United States), starting from the potato blight which swept 
through Europe in 1845 an( * 1846, an d the vine oidium first seen in England in 
1845 and France in 1848, and continuing with the coffee leaf disease which 
devastated the flourishing plantation industry of Ceylon and almost halted its 
development elsewhere in the East between 1869 and 1883, the vine mildew 
or 4 peronospora ’ which, spreading from France through Southern Europe from 
1878 onwards, brought panic and ruin to vine-growers everywhere in its track, 
to the rind disease which almost accomplished the destruction of the sugar-cane 
industry of the West Indies in its peak years about 1895. These and many similar 
outbreaks occurring with increasing frequency since the start of the present 
century have seriously affected the world distribution of crops of economic im¬ 
portance. Such are: coffee, of which Asia produced three-fifths of the South 
American production by 1879, before the industry was seen to be doomed from 
Hemileia vastatrix , as against a present-day production in the New World, free 
from this disease, some twelve times greater than that of the whole of the Old 
World ; and rubber, in which attempts to establish a plantation industry in the 
western tropics, whence the tree originated, have hitherto been foiled by the 
South American leaf disease (Dothidella ulei). They have led to national disasters 
such as overtook Ireland when potato blight caused a loss of population of a 
million and a half from famine and emigration in the five years preceding 1850. 

I hey have had political consequences of the first magnitude, as this same disease 
in the repeal of the Corn Laws, of which Disraeli wrote in Endymion , “ this 
mysterious but universal sickness of a single root changed the history of the 
world They have been the probable cause of the extinction of species in particu¬ 
lar areas, if one may draw conclusions from what is happening to the indigenous 
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chestnuts in the eastern states of the American Union, from Endothia parasitica , 
or to the elms in the Netherlands from elm disease. One may speculate on the 
possibility of a similar explanation of the disappearance of the British wine which 
the Romans enjoyed when one considers the loss of the Dominican lime-juice 
industry in recent years, from ‘ withertip ’, or the fall in the export of Madeira 
wine from 7000 pipes in 1851 to 360 in 1861, said to have been due mainly to 
disease (presumably ‘ oidium ’) : even though the species survived, it must be 
remembered that both blight and wart disease led to great changes in the varieties 
of potatoes grown in Great Britain, changes not always to the advantage of the 
consumer. 

The epidemic diseases of plants can be divided into two main groups according 
as they occur in crops in which the disease is ordinarily endemic but assumes 
epidemic proportions from time to time, or as they are ‘ new Epidemics of the 
former group depend ordinarily on seasonal variations in the environment, 
especially those due to meteorological factors. An instance has already been 
cited to indicate that these factors can be operative at a distance both in time 
and space from the actual outbreak (see p. 59). In Great Britain, the chief 
diseases subject to seasonal influences which may raise infection to epidemic 
proportions include potato blight, cereal rusts, chocolate spot of field beans 
( Viciafaba) (p. 593), the powdery mildews of clovers (p. 456), brassicas, etc., and 
apple and pear scab (pp. 730, 749). 

Chocolate spot is a good example of a disease dependent on several factors, 
for it only takes on the destructive epidemic form when a heavy inoculation with 
the spores of the causal organism, Botrytis cinerea , occurs coincidentally with 
favourable conditions for the development of the disease (Part II, p. 595). 

Occasionally a parasite after years of mild attacks assumes and maintains 
epidemic severity. Such seems to have been the case with rubber oidium in 
the East, red rot of sugar cane (Colletotrichum falcatum) in India, and possibly 
‘ withertip ' of limes in Dominica. The most plausible explanation of this is an 
accretion of virulence by saltation, but evidence for or against this suggestion 
would be difficult to find. The rust, Puccinia psidii, which developed with epidemic 
severity on pimento trees (Pimenta officinalis) in Jamaica in 1934, had not been 
previously recorded on this host, though a common parasite of Eugenia tnahccensts 
in the island ; it has been considered to be almost certainly a recent mutant of the 
fungus. 

The second group of epidemics of plant diseases, and that which has attracted 
the greatest public interest, is the result either of a new parasite having been intro¬ 
duced from another country, or of the passage of a parasite of some pre-existing 
plant of a region to a newly introduced host. The list of these (excluding virus 
diseases) that have been reported from all parts of the world during the past 
century is a long one : potato blight and wart disease ; vine oidium, ‘ peronospora ’ 
and black rot; coffee leaf disease or rust; cacao witches’ broom ; banana Panama 
disease and leaf spot; palm bud rot; sugar-cane Sclerospora or leaf stripe ; 
tobacco blue mould and wildfire ; onion smut ; hop downy mildew ; citrus 
canker and withertip ; American gooseberry mildew ; apple and pear fireblight; 
chestnut ink disease and blight; pine blister rust ; oak mildew ; elm die-back or 
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Dutch disease ; hollyhock and antirrhinum rusts ; and so on. liven such old 
and widespread diseases as apple scab, which did not reach Western Australia 
until long after the establishment of apple-growing in that State, and yellow rust 
of wheat, long unknown in North America and still not reported in Australia, 
have evidently not reached the limits of their spread. While the great majority of 
these diseases have assumed epidemic proportions on their introduction, this is 
not an inevitable consequence, as is apparent from the behaviour of yellow rust, 
which seems to have done comparatively little damage in North America. 

Those who have seen the destruction caused by a bad attack of potato blight 
can best appreciate the vivid and harrowing descriptions on record of the out¬ 
breaks between 1845 and 1847 when it is remembered that none of the varieties 
then grown possessed any powers of resistance to the disease, while most ot the 
present-day kinds probably have some. A group of scientific men reported that 
from a high point near Brussels the immense blackened patches that had been 
flourishing potato fields filled the vast horizon, and they were told that even one 
night had been sufficient to destroy the finest fields : this was soon after the first 
appearance of the disease in Flanders in July 1845. The following year a visitor 
to Ireland described “ a magnificent field of potatoes, about twenty acres in extent, 
through which . . . one day during the last week in August, as we brushed through 
the dark-green foliage, earthy disagreeable odours . . . rose from the plants. 
On the following morning the entire crop looked as if it had been exposed during 
the night to the action of steam ... in six and thirty hours a few sickly stems and 
discoloured leaves were all that remained.” A few years later again, the famed 
temperance missionary, Father Matthew, wrote, “ On July 27th, I passed from 
Cork to Dublin, and this doomed plant bloomed in all the luxuriance of an abun¬ 
dant harvest. Returning on August 3rd, I beheld . . . one wide waste of putrefying 
vegetation.” In France and Italy references to the “ veritably confounding ” 
rapidity of the spread of vine downy mildew were equally common in the eighties 
of last century and were repeated as the malady reached new countries. A New 
Zealand vine-grower stated that when atmospheric conditions favour the develop¬ 
ment of the pest it “ spreads like a prairie fire ”: “1 have seen the foliage on ten 
thousand vines completely blasted by mildew within three days of its appearance ”. 

Against these fulminant outbreaks may be set the slow, exterminating progress 
of diseases of forest trees. Chestnut blight (Endothia parasitica) was stated in 
*940 not to have spared any existing tree of the species (Castanea dent at a) 
indigenous in the east of the United States, but even after nearly forty years since 
its discovery in New York in 1904 it has not exterminated the tree, for individuals 
may continue to give repeated crops of basal shoots long after the trunk has been 
killed. In this and other cases, though recovery is unknown, it may be many 
years before the tree finally succumbs. It is well known that blister rust (Cronar- 
tium ribicola) of the Weymouth or white pine ( Pinus strobus) and other five- 
needled pines has gradually caused the cessation of planting of these species 
except where control measures are rigorously enforced ; Pinus strobus is gradually 
disappearing from Norway, its planting in Great Britain is now rare, and observa¬ 
tions in New York State indicate that though some trees may survive attack they 
are generally so badly damaged as not to yield commercially valuable timber. 



104 


GENERAL PRINCIPLES 


PT. i 


But the progress of the disease is slow; it may take three or more years for a 
sporidial infection from the teleutospores on Ribes into the pine needle to pass 
back to the branch and start a canker which will later bear aecidia, and the killing 
of a mature tree may perhaps take forty years or more. The allied Peridermium 
pim may take a hundred years to kill Scots pine in Bavaria. Actual infection by 
Cronartium nbicola may have occurred with epidemic intensity, for up to 5,000 
cankers have been counted on the highly susceptible Pitius monticola in British 
Columbia, but this need not necessarily be reflected in the death rate. Time may 
be given for the application of control measures and, above all, for the introduction 
of disease-resistant species or varieties. Thus the ink disease of the sweet or 
Spanish chestnut, Castanea sativa , caused by Phytophthora cambivora , thought 
to have come into Europe (Portugal) possibly from the Azores, was seen in France 
in 1882. By 1922 it had destroyed 30,000 hect. of chestnuts in France, while 
in twenty-five years from 1910 it reduced the Italian nut crop by 100,000 tons. 
In Spain there are still (1942) about 5,000,000 trees in production, but in the 
relatively mildly infected province of Lugo there are only about half the number 
now that there were twenty-five years ago, and in Corunna province less than 
one-sixth of those recorded at the beginning of the century ; in some areas 
destruction is almost complete. Meanwhile efforts are being made to cure early 
infections by exposing the roots and collar of the trees and applying antiseptics, 
and are meeting with considerable success, while both in France and Italy tests of 
resistant species from the Far East are proceeding on a large scale, the Japanese 
Castanea crenata showing a satisfactory degree of resistance in both countries 
(though susceptible to inoculation in England) and having some varieties that bear 
good fruit; both root-stock grafts with Castanea sativa scions, and direct producers, 
are being grown. 

The best-known representative of this group of epidemic diseases in England 
is the Dutch elm disease, which has killed many fine trees in the east, south, and 
midlands, since it was first seen in 1927, but may have reached the limits of its 
extension in the north and west (Part II, p. 895). It is, however, still too early to 
predict to what extent it may reduce the total stand of elms in the affected areas. 
Hitherto it has not proved so virulent in England as in the countries in which it 
was first found (France in 1918 and the Low Countries the following year), whereas 
the hop downy mildew which reached Europe probably from Japan or North 
America about 1920 seems to cause greater injury in Bavaria than in England, 
which appears to have been the first European country affected. 

These differences in virulence may depend on many causes, some of which, 
at bottom, are likely to be similar to those that have proved to be of ecological 
significance. I he effect of these on the life-history of a parasite, however, is so 
complicated by pathogenic factors, such as are discussed in succeeding chapters, 
as almost to defy analysis. So far as climatic or seasonal factors are concerned, 
the evidence indicates that both the annual curve of fluctuations of temperature, 
humidity, and the like, and the maximal and minimal extremes, have to be taken 
into account, and that these may affect host or parasite, or both, while in diseases 
like the Dutch elm disease their effect on the insect vector may be at least equally 
important. 
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There is a rather general belief that epidemic outbreaks of ‘ new’ diseases 
often reach their peak shortly after they are first introduced, and then undergo a 
gradual decline in virulence. In animals and man a partial explanation of this 
may be found in acquired immunity, but a similar explanation is rarely possible 
in plants. Perhaps some clue to a decline in virulence in plant epidemics may 
be provided by the evidence from bacterial wilt of maize that fully susceptible 
hosts tend to filter out the more virulent strains of the parasite. The records 
certainly suggest that hollyhock rust was as virulent when first introduced into 
Great Britain as antirrhinum rust (Part II, p. 846) has proved to be during 
recent years, but whether there has been any change in the hollyhock population 
in the direction of increased resistance is not known. In many cases it is not 
yet possible to account for the waning virulence of plant epidemics if such 
occurs. Among the factors tending to increase the degree of injury caused by 
parasites one of the most important is the length of time during which the crop 
remains exposed to attack. The reputation of the famous Marquis wheat in 
Canada and parts of the United States was largely due to its short period of growth, 
enabling it to yield its harvest before the main intensive invasion of black rust 
could reach it. In general, anything which tends to prolong the maturation of 
the whole crop (such as unfavourable weather) or of a part of it (such as insect 
injury) increases the prospect of heavy infection from parasites that arc not con¬ 
fined to the early stages of growth. Even when the parasite is one that flourishes 
best on young leaves and the like, infection of the repeated flushes that follow 
defoliation, or the killing back of shoots from other causes, may bring about a 
great increase in the injury. Thus the killing of oaks from Tortrix infestation was 
not reported in England prior to the introduction of oak mildew (Part II, p. 900) 
in 1908, but since that time a number of deaths has resulted from the combined 
action of the caterpillars and mildew, since the latter tends to develop with great 
intensity on the young growth that follows defoliation by the insect. A similar 
lethal association has been reported from Canada on Scots pine (Pinus sylrestris) 
between the pine spittle bug, Aphrophora parnl/e/a, and Diplodia pinea , causing 
a crown blight. 

The growth of large areas under a single crop assists in the spread of disease. 
In mixed vegetation an infected plant is often not a serious danger to its neigh¬ 
bours, as the majority of parasites are limited in the hosts that they can attack. 
On the other hand a disease centre in a large area under one crop may lead rapidly 
to infection of the whole field. Artificial inoculation in the United States with 
the potato blight fungus, where no blight was present naturally, proved that two 
plants near together were able to spread infection sufficiently to destroy the above¬ 
ground parts in a half-acre plot in 29 days. It has become a commonplace observa¬ 
tion that disease sweeps through the large tropical and sub-tropical plantation 
crops — tea, rubber, cotton, tobacco, and so forth — with astonishing rapidity. 
Hence the mixing of field crops so common in countries like India has its advantages, 
for a field of, say, wheat, barley, gram, linseed, and peas mingled together will 
face less risk of the total loss of crop, which the Indian cultivator cannot afford, 
than five fields each carry ing one of these crops. The same applies to the increasing 
tendency towards the cultivation of clonal lines of particular crops ; should the 
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variety be one which is homozygous for susceptibility to a disease, every plant 
is liable to attack when the disease appears. In this connection there is a factor 
in epidemiology which is often not given due weight. So long as inoculum is 
light, few spores may hit a vital part and cause a casualty in a plant on which 
they fall. As the intensity of the spore shower increases, however, the chances 
that any single susceptible plant will fail to contract infection diminishes. Ob¬ 
servation confirms the existence of epidemics, especially in permanent crops, 
which flare up into considerable intensity after a period during which the disease 
is sporadic, and these may perhaps be most readily accounted for by the parallel 
with the intensity of a field of fire in musketry here suggested. The intensity of 
an epidemic depends on the number of successful passages of the infective agent 
to a new susceptible host. \\ hen the hosts arc fixed in space, and of approximately 
the same age and strain, as in the ordinary field and plantation crops, successful 
passage is a simple function of a number of spores in the air or other channel of 
infection at a time when the environment favours the establishment of the 
parasite in the host. 


*• A dam - D B • and Pugslcy, A. T.: 1934. Austr. J. Biol. Med. Set. xii, 193- 

2. Christensen, J. J. : 1925. Phytopath, xv, 785. 

3. Cook, H. T. : 1935. Ibid, xxv, n. 

4. Craigic, J. H. : 1940. Can. Dept. Agrie. Frmrs' Bull. 84. 

5. Cum, M.: 1930. Boll. R. Stas. Pat. Veg. x, 222. 

6. D’Oliveira, B. : 1939. Ann. App. Biol, xxvi, 56. 

7. Elliott, C., and Robert. A. L.: 1940. Phytopath, xxx, 276. 

8. Fischer, E. : 1925- Mitt. Naturforseh. Gesell. Bern, iv, 14 pp. 

9. Gassncr, G., and Hassclbrauk, — : 1934. Phyto. Zeitsehr. vii, 53. 

10. Graf-Marin, A.: 1934. Cornell Unit'. Mem. 157. 

11. Horne, W. T.. and Palmer, D. F. : 1935- Cali/. Agrie. Exp. Stn. Bull. 594. 

11 a. Kadow, K. J. t and Anderson. H. W. : 1940. ///in. Agrie. Exp. Stn. Bull. 469. 

12. Kcitt, G. W., and Jones, L. K.: 1926. Wit. Res. Bull. 73. 

13. Lincoln, R. E.: 1940. J. Agrie. Res. lx. 217. 

14. McKay, R. J. : 1942. J. Dept. Agrie. , Eire, xxxix, 46. 

15. Moore, M. H. : 1939. Ann. Rpt. East Mall. Stn.. 1938, 265. 

16. Murphy, H. C. : 1935. Teeh. Bull. U.S. Dept. Agrie. 4 33 - 

17. Newton, M. : 1938. Emp. J. Ex per. Agrie. vi, 125. 

18. Nicolaiscn. W.: 1934. Zeitsehr.J. Zuehtung. A, xix, 1. 

19- Rice, M. A. : 1927. Bull. Torr. Bot. Club, liv, 63. 

20. Salmon, E. S. : 1905. Ann. Bot. xix. 125. 

21. Sampson, K.: 1933. Trans. Brit. Myc. Soc. xviii, 30. 

22. Sansomc, F. W.: 1940. Nature. London, cxlv, 690. 

23. Shands, H. L., and Dickson, J. G. : 1934. Phytopath, xxiv, 559. 

24. Simmonds, J. H., and Mitchell. R. S. : 1940. Can. S.I. Res. Bull. 131. 

2 5 - > 941 - Proe. Roy. Soe., Queensland, lii, 92. 

26. Slecth, B. : 1934. IF. Virg. Agrie. Exp. Stn. Bull. 257. 

27. Stakman, E. C., et al. : 1935. Nova Aeta Uopoldina, xii, 281. 

2 — — ' 933 - Torrey Bot. Club Bull, lx, 565. 

29. Steinberg, R. A., and Thom, C.: 1940. J. Hered. xxxi, 61. 

3°. Stevens, F. L. : 1922. Win. Dept. Reg. Educ., Dir. 0/Nat. Hist., Survey Bull, xiv, 76. 

31. Ullstrup, A. J. : 1935. J. Agrie. Res. li, 145. 

32. Valleau, W. O. : 1940. PI. Dis. Rep. xxiv, 354. 

33 - Waterhouse, W. L.: 1934- Proe. Linn. Soe. N.SAV. lix, 16. 

34 ‘ wi ~~ • ' 939 ‘ Prrs ' Add > Seel. K. Austr. N.Z. Assoe. Sci., 1928, xxiv, 234* 

35- Wilson, A. R.: 1937. Ann. App. Biol, xxiv, 258. 



Chapter III 

PATHOGENESIS I: THE PARASITE IN RELATIONSHIP 

WITH ITS HOST 


In order to obtain their food, parasites have to establish a close connection with 
their host plants ; this implies that they have to enter into the tissues or to send 
haustoria into the surface cells. Entry is most frequently effected by the germ- 
tubes from spores, but can also often be accomplished by mycelial hyphae. In 
this process of ‘ infection * two stages may often be recognised and must be sharply 
distinguished, a stage of penetration and a stage of infection proper when the parasite 
is successful in establishing itself in the host. After infection is established there 
follows a period of incubation until visible signs of the presence of the parasite are 
seen. In many cases this is soon succeeded by the production of the sporing 
stage of the fungus, usually on the surface of the diseased parts. The normal 
progress of these stages may be modified by the influence of the host, as is shown 
in the next chapter, when, for instance, the host is one which is more or less resist¬ 


ant to the parasite concerned. It is also subject to much modification from in¬ 
fluences of the environment; temperature, humidity, soil, and other conditions 
under which the host and parasite live have a marked effect on all stages of parasitising 
and will be discussed in a later chapter. 

It is important to remember that the aggressiveness and virulence of a parasite 




are not constant qualities but may vary in different strains and different isolates 
of the parasite. The physiologic races of a parasitic fungus do not have identical 
powers of entering a particular host and spreading within it. We have seen that 
they are distinguished from one another by this character as brought out by 
testing them on a series of varieties of the host (Fig. ioo). The process is capable 
of almost indefinite extension by increasing the number of test varieties of the 
host, and it is sometimes also made more difficult because of differences in the 
response of both host and parasite to different environmental conditions. For 
example, a spring wheat variety, Marquis, maintained its resistance to a physio¬ 
logic race of bunt so long as it was grown in Minnesota, but became completely 
susceptible to the same race in Montana. Such a physiologic race consists of a 
collection of diploid zygotes which undergo segregation for various factors before 
the haploid sporidia that they produce fuse to constitute an infection hypha ; a 
new series of related biotypes results which may not react to the environment 
ike the original collection (,2) . Genetical studies of the fungi concerned have 
shown that, in some cases at least, their pathogenic properties are inherited in 
accordance with the ordinary Mendelian laws. Races of Puccinia graminis tritici 
aving different degrees of virulence on a particular variety of wheat have been 
crossed, with the result that the character of virulence has been found to depend 
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on a single factorial pair (or, apparently, sometimes on two pairs) present in the 
fungus. Tests on two or more varieties of the host indicate that the factors con¬ 
cerned may differ for different hosts. Perhaps the outstanding feature of the 
intensive breeding for disease resistance that followed the rediscovery of Mendel’s 
laws has been the demonstration that neither host nor parasite is a single unit, 
but that both can be subdivided almost indefinitely ( « 2> . 


Pre-penetration and Penetration Stages 

When a spore rests on a suitable host plant it frequently requires free water, 
as drops or a dew film, for germination. The germination process has been shown 
in some cases to be stimulated by a diffusion of solutes from the plant through 
the surface covering into the water containing the spores. The spores of the 
conidial stage of Sclerotima Jrueticola will not germinate in pure water but require 
an addition of electrolytes (salts), dextrose, or the like <« 7 >. Volatile substances 
given off by the underlying plant tissues have been found sometimes to have 
the same effect on spores not immersed in water. Perhaps the most frequently 
observed instance of the stimulating effects of external sources of nutrition on 
the infective vigour or aggressiveness of germ-tube infection is seen in Dotrytis 
cincrea <,0 « 27 - where the spots caused by this fungus on leaves (primula, tobacco, 
etc.) arc often found to begin where decaying petals have fallen and adhered to the 
leaf surface. In the allied grey mould of grapes it has been observed that, when the 
Iiotrytis conidia germinate on the surface of the grapes contaminated by juice 
from other grapes in the bunch that have been ruptured by insect punctures 
and the like, their germ-tubes show a special aggressiveness as compared with 
those of spores germinating in drops of water <*’>. Contact with withering cotyle¬ 
dons is also said to have a similar effect in some Dotrytis attacks, as in grey mould 
of lettuce (Part II, p. 657). There arc many indications that the aggressiveness of 
penetration of other parasites, both of roots and of the above-ground parts of 
plants, can be enhanced by nutritional treatment affecting the parasite. It is 
possible that the known effect of sterilising soil in increasing the damage caused 
by root parasites reintroduced from artificial cultures into such soil may be in 
part due to the same kind of effect, for sterilisation increases the nutrient value 
of the soil solution. 'Phis would not account, however, for the observed fact that 
the addition of very small quantities of unsterilised soil to that which had been 
sterilised was effective in suppressing the growth of the cereal parasite Helmin' 
thosponum sativum (Part II, p. 437) and in such cases the antagonistic action of 
soil saprophytes offers a better explanation <J5) . 

Other conditions that may affect the parasite just prior to infection are moisture, 
temperature, and light. These will be more fully considered as influencing the 
incidence and course of disease in a later chapter, but some of their effects on 
spore germination should be mentioned here. 

Moisture is necessary for the germination of fungus spores : some, such as 
most of the rust and downy mildew spores, require free water, as raindrops or 
dew films, for the process ; others, e.g. some of the powdery mildews, like Erysiphe 
gramims (Part II, p. 372), germinate better on a dry surface in moist air, while 
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complete immersion of the promycelium checks the development of the sporidia 
of the rusts. In Cystopus Candidas (Part II, p. 635) it has been found that the 
sporangia germinate best when sown in water, if the tissues of the leaf on which 
they are borne have been dried so that the water content of the spores prior to 
sowing is reduced to about 70 per cent, of its maximum ; those of Phytophthora 
infestans (Part II, p. 517) will germinate on immersion immediately after removal 
from the leaf only if their water content has been lowered, as by exposing the 
leaf to dry air for a short time ; if picked while still saturated they will not germinate 
immediately (5, \ A preliminary drying of uredospores is also sometimes favourable 
to their germination, and freezing, another way of drying out superfluous moisture, 
may have the same effect. Fresh spores of l rocyctis tritici were found in Australia 
to be very difficult to germinate, but when dried over concentrated sulphuric 
acid for forty-eight hours germination was secured. Similarly, fungi that infect 
from the soil may be closely dependent on soil moisture. Club root of cabbage 
(Part II, p. 564) will not occur in, at least, certain soils, if the moisture content of 
the soil is much below 60 per cent, of its water-holding capacity, probably because 
a film of water around the spore is necessary for its germination. The intensity 
of this disease increases up to saturation. On the other hand, common scab of 
potatoes (Part II, p. 490) is checked by wet soil and is worst in dry seasons, perhaps 
because the parasite ( Actinomyces scabies) is strictly aerobic and wet soils lose much 
of the air. Most smuts that infect from the soil are also favoured by moderate 
soil moisture, even when their spores germinate readily in water ; it has been 
suggested that poor aeration in wet soils discourages infection in some way. 

Temperature is often but little less important a factor in germination than 
moisture. There is, for most fungi, an optimum temperature at which germination 
is most free ; and there are maximum and minimum temperatures, above or 
below which germination fails. Artificial inoculation with Cystopus Candidas 
gave 95 per cent, of successes when the spores were chilled to about io° C. (the 
optimum for germination), while, when the temperature was 24 C., only a few suc¬ 
ceeded. In this fungus the maximum for germination seems to be about 25° C., 
and the minimum near the freezing point. On the other hand, some species of 
Aspergillus have optimum temperatures of 35° C. or over, and Monotospora 
lanuginosa , of 42 0 C. to 45° C., for spore germination, and 45° to 50° C., for 
growth <*•>, though these are not parasites on living plants. The optimum tem¬ 
perature for spore germination is not necessarily the optimum for the disease 
caused by the parasite. In potato blight, for instance, the germination of the 
sporangia of Phytophthora infestans (Part II, p. 520) is favoured by temperatures 
below those that favour the progress of the disease. Several of the wilt-inducing 
species of Fusariuni , however, have an optimum temperature for germination 
which is higher than the optimum for the disease they induce, and the same is 
true for several of the cereal smuts. 

Tight sometimes has a considerable effect on spore formation and germination. 
Cultures of Phytophthora infestans kept in the dark tend to remain sterile, and 
darkened sporangia fail to form zoospores. This is not the case in the allied 
Phytophthora colocasiae. The common root parasite of tropical plantation crops, 
homes lignosus , can be induced to form sporophores by exposing infected roots 
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to light. Short exposures to ultra-violet radiation stimulate spore production in 
some fungi (Fusarium eumartii , Glomerella cingtdata , etc.), but prolonged irradia¬ 
tion kills many, and has been suggested for the control of moulds on fruit, bread, 
and the like (64) . Exposure to ordinary visible light of high intensity has the same 
effect on cultures of Hebninthosporium avenae and Altcrnaria solani <20) . It may 
be noted in passing that fungi are much more resistant to light than bacteria, 
many of which are readily killed in strong sunlight; this difference must affect 
the aerial dissemination in a viable condition of the two classes of micro-organisms. 
Very weak light suffices for the sporing of Altcrnaria solani , but complete darkness 
inhibits it 144 ’. Fairly strong natural light favours sporing in many powdery 
mildews, but intense continuous illumination may inhibit infection. Oxidation 
can replace the stimulus of light in favouring sporulation in Plenodesmus fusco- 
maculans ,,5) . The uredospores of rusts may fail to infect plants in darkness. In 
Hetmleia vastatrix germination is best after a short exposure to strong light, but 
a long exposure hinders it; only the blue end of the spectrum is effective in this, 
the red being inert. In one experiment with this fungus an exposure of previously 
darkened spores for thirty minutes to the blue rays gave 27 to 36 per cent, germina¬ 
tion, while, when exposed for an hour only three 3 to 6 per cent, germinated and, 
if unlightcd, 9 to 17 per cent. 

Sometimes the conditions prevailing at the surface of a leaf may be of critical 
importance in the process of infection, as in tomato-leaf mould ( Cladosporium 
fulvum) (Part II, p. 675) where it depends largely on good spore germination 
and ease of penetration ; moisture near 100 per cent, relative humidity, a tempera¬ 
ture of 75° to 80 F., exclusion of strong direct light and abundance of stomata 
are favourable to germination and infection, and are found on the lower leaf sur¬ 
faces at periods when outbreaks are commonest <3,) . In assessing the significance 
of such factors as temperature, moisture, light, and so forth in the infection pro¬ 
cess it is necessary often to pay particular attention to the microclimate (the con¬ 
ditions prevailing at different levels within a growing crop), as opposed to the 
values indicated by the standard meteorological screen ; the early recognition of 
this fact is due largely to Russian work (6,) . 

Variations in any one factor may affect the action of the others. This can, 
perhaps, best be illustrated from recorded experiments on the cereal smuts (s9a) - 
With the oat smut Vstilago kolleri (Part II, p. 409) sand cultures of oats were grown 
at constant temperatures of 5 0 , io°, 15 0 , 20°, 25 0 , and 30° C., with moistures of 
x 5 » 20 > 2 5 * 3 °* 35 * 4 °» 5 °* anc * bo per cent, of the water-holding capacity. When 
inoculated with the smut, infection on Arena nuda occurred at all the tempera¬ 
tures but was greatest at 15 0 to 25 0 . But, when the moisture was varied, the low 
moistures were much more favourable to infections than the high ones and the 
optimum temperature for infection was changed. At 15 per cent, moisture the 
highest infections were obtained at temperatures from 5 0 to 20° ; at 20 per cent, 
moisture the highest infections were at 25 0 to 30°. With the oat variety Victor 
of Arena sativa the highest percentage of infections at 15 per cent, moisture was 
given by the series at 15 0 C., while 20° C. was best for moistures of 20 and 25 
per cent, and 25 0 for higher moistures, at which infection was much reduced. 
Other experiments that will be mentioned further on show that once infection 
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has been successfully accomplished, the subsequent expression of the disease 
is not usually affected by nutritional factors influencing the rate of growth of 
the host plant, its height, its tillering capacity, or its rate of maturation, so that 
it seems safe to conclude that the effects of moisture and temperatures mentioned 
above were not complicated by nutritional variations. Similar experiments with 
the covered smut of barley, 'l'stUa«o horthi (Part II, p. 427) showed that soil 
reaction could also affect the action of moisture and temperature. With a 50 per 
cent, moisture, the highest percentage of infection (83 3) at 20 C. was given at 
a reaction of />H S , and at 15' C. the highest (712) occurred at /> 1 I„ 

The entry of the parasite into the host may be effected through such natural 
openings in the surface of the latter as stomata, water pores, nectaries, lenticels, 
and the like, or directly through the cuticle and outer wall of the surface cells 
(including root hairs) or through wounds. Even in the one parasite, different 
spore-forms may infect in different ways ; through the stomata for uredosporal 
infections in the rusts ; across the cuticle and epidermis for the sporidial infections 
in the same fungi. The first passive resistance to attack that a fungus parasite 
meets may be encountered here. In order to attack a leaf, a spore must remain 
long enough on it to germinate and produce an infection hypha, and as already 
mentioned, it usually requires high moisture or free water for the purpose ; waxy 
leaves may allow the water to run off too freely for this to be possible. If it has 
to enter through stomata there may be few or none on the most exposed surface, 
and many spores may fail to reach the vicinity of one. If it penetrates through the 
cuticle, the latter may be too thick, or too tough, to allow free passage to the infection 
hypha. 


Entry through Stomata and Other Natural Openings 

In parasites that penetrate through stomata it is still a matter of controversy 
whether the size of the stomata and their behaviour in the times of opening and 
closing are factors in surface resistance ; on the whole, the most modern evidence 
I s against the view, which was once widely held, that stomatal behaviour has much 
influence on penetration by fungi, though it is of importance in bacterial in¬ 
fection <»«>. Entry through stomata is a curiously passive process. Very many 
cases have been described in which fungi readily enter the stomata of plants which 
they are unable properly to infect. The older view that parasites were attracted 
by some substance of a chemical nature within the tissues has had largely to be 
abandoned, for even if a positive chcmotropism attracted the fungus to enter, it 
"°uld have to act across the stomatal cavity which is generally filled with air ; 
t * le attracting substance, therefore, should be volatile and there is no evidence of 
a positive tropism to gases other than water vapour. Earlier work suggests that, 
in some cases at least, a positive tropism towards water vapour may be the cause 
P enet ration in rusts, and this would account for entry into uncongenial hosts, 
here are, however, difficulties in accepting this explanation to cover all cases ; 
experiments with the vine mildew (Plasinopora viticola), (Part II, p. 833) showed 
1 at the swimming zoospores of the fungus tended to congregate around open 
stomata, whether of the vine or many other plants, and as these spores were 
immersed in water, water vapour cannot have been the inducement (l> . Though 
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in this and a few other cases there is evidence that the stomata exert some form of 
attraction, it is often found that germ-tubes pass by or grow across stomata without 
any apparent directive influence from the latter, and it is evident that there is 
still much to be learned of the reasons for the predilection shown by so many 
obligate parasites for entry through stomata. 

The actual entry is usually preceded by the formation of an appressorium 
(Fig. 103) over the mouth of the stoma. This may be a swelling of some size, 
or a mere thickening of a short length of the tip of the germ-tube. In either case 
it becomes fixed to the surface of the guard cells by some kind of sticky secretion, 
and the actual entry through the stoma is effected by a slender infection hypha 
arising as a branch on the under side of the appressorium. Occasionally, as in 
Cladosporium fulvum , the tips of the germ-tubes enter the stomata of the tomato 
leaf directly without forming an appressorium. 

The fate of the infection hypha in the sub-stomatal cavity immediately after 
entry varies according as the fungus is able to establish itself as a parasite or not. 
In the rusts, the infection hypha usually swells up into a kind of a vesicle in the 
sub-stomatal cavity, and branches arise from this. In a susceptible host, one of 
these branches early sends out a haustorium into a host cell in the neighbourhood 
(Fig. 103 h). Food is obtained in this way (it is not at all surely known what the food 
is, or how it is taken in) and further growth to reach new cells into which other 





Fic. 103.—Stomatal penetration. A-I, germination of uredospores of Puccinia anomala on barley. 
A, the spore showing germ-tube, at end of which is a young appressorium (swelling), 
latter producing a fine penetration peg. as if to enter a guard cell of a stoma. D, apprcssoria 
from two spores close to a stomatal aperture. C, an appressorium with a penetration pec 
formed over a closed stoma. D, section of a stoma showing two appressoria resting on a guard 
cell. E, an appressorium putting forth its first infection hypha. F, G, sub-stomatal vesicles. 
II, a two-day-old infection from two vesicles in the same sub-stomatal cavity ; note haustorium 
sent into epidermal cell on left. I, a three-day-old infection ; note two haustoria, the one on 
left in contact with host nucleus (after I)' Oliveira, Revista Agron.) 
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haustoria can be sent is rendered possible. In an uncongenial host the first steps 
are the same, but the haustorium either fails to develop or. if formed, is unable to 
obtain food or absorbs something deleterious, and infection is checked after a 
variable amount of progress ««*. At the same time, the fungus often exerts a 
damaging effect on the penetrated cells or neighbouring ones, and this may cause 
their death and the formation of small necrotic groups of cells around the scat of 
infection. In some cases, as in many rust attacks on resistant varieties of cereals, 
the failure of the infecting mycelium to develop is ascribed to 4 hypersensitivity ’ 
of the host tissues, which are killed by the overactive parasitism of the fungus, 
so that the latter, requiring as it does living cells to feed on, is obstructed by a 



* IC p° 4 \~*' OUrsc °f infection in resistant and susceptible barley, infected with ‘race 17 ’ of 
actinia anomala. A, B, C, on resistant Quinn barley. Early infection in A, showing the 
sub-stomatal vesicle. B, rapid necrosis of host cells in contact with the mycelium. C, complete 
destruction of the mycelium, and further infection checked. D, E, F, on the susceptible 
iordeuin vulgare pallidum, showing congenial relations between host and parasite, total absence 
ot necrosis, and formation of uredosporcs (after D’ Oliveira, Revista Agron.) 



* ” k° 5 ? eCCI ° n f a * ° Sco,s P' nc showing penetration hypha of Lophodtnnium pinastri on 
the surface, and a branch hypha entering a guard cell, with the formation of a sub-stomatal 
vesicle from which infection hyphac arc developing (after Jones, Ann. Bot.) 



Fig. 


!06. Leaf-scar infection, in apple canker (Nectria galligena). A. longitudinal section of 
leaf base showing crack in leaf scar and mycelium about to enter ; the intercellular space in 
the tissue below affords an unimpeded entrance to the fungus. B, leaf base showing entry of 
fungus ; there is no sign of phellogen formation and the mycelium has penetrated deeply ; 
an infection by the scab fungus (Venturia inaequalis) can be seen on the outside of stem. C, 
young canker pustule on the outside of a scab infection. D, mycelium of Nectria galligena, 
a b, growing on the mycelium of Venturia ina equal is, c, d ( x 220) (after Wiltshire, Ann. App- 
Biol.) 
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b fuZm °if. e !l tiSS r (Fig ‘ ,04) V Similarly ,he ,oma, ° leaf mould, Cladosporium 

" the St ° ma,a ° man >' unrelated plants, but in unsuitable ones 
will either d,e from stanation after forming a small mycelium which appears to 
have no effect on the host cells around it, or will kill a few cells and produce a 

Fie ZTb,r U A T nd / W r Ch u d0es n0t sprc:,d •’ I-ophodermium pimUri 
nin!’ ‘ 5 i, b h Sen , dS h " e feed,ng hyphae in,H the guard cells of the stomata of 
pme needks as well as forming a sub-stomatal vesicular structure from which 
branches are given off to disintegrate the mesophyll «»' 

stJrTIV 0 *IT ParaSi, . eS ‘ hat eMer ,heir hosta "'rough other natural openings, 
eJn f P . pa h ° L gen,C bacter,a make use of water pores as well as stomata to 
fir hr h°° f" 8 ,he ,lssues - Bacterium amylovorum, which causes a destructive 
nreblight of apples pears, and other hosts in North America, New Zealand, and 

u a,"?’ ente J s ' hrou f h s,omata (especially in the flowering parts), through 

nofcm J hrOUgh " eC,ar,eS ,he rccc P*acle. It can also enter through 

non-cutinised surfaces, such as those of the stigma and the locules of the anthers, 

dSJS gh W Te S ' u Ibe COmmon 8 reen mould of citrus fruits (PcmciUium 
a tf ° ne °J the ch,ef causes decay in oranges and grape fruit, can effect 

thr ° L Ugh , woundcd 0,1 vesicles in the rind of the fruit even under dry 
cause l°h S o '" rCSt ° f ,hc ri " d is impenetrable,. In the rotting of apples 

omlnl Ptn,C,,l T e fr S '"" (Part "• p - ' 2 ') alld other fungi, penetration 
commonly occurs through lenticels in the fruit <»». Infection through lenticels has 

een reported in the apple canker-inducing fungus Xeclria galligena (Part II, 
P' 7 2 4). which can also penetrate 
through leaf scars (Fig 106 a), through 
woolly aphis’ galls, and through 
wounds caused by shoot attacks of the 
a Pple scab fungus, Venturia iiiaequalis 
(Part II, p. 73 o) (Fig. 106 b). Lenticel 
infection also occurs in common scab 
°f potatoes, caused by Actinomyces 
scabies (Part II, p. 4 88). 


Entry through Surface Cells 

Most parasitic fungi penetrate into 
e,r hosts by boring through the 
outer wan of the surface layer of cells, 
tl e / le . r fbese be epidermal cells (or 
le hairs ar 'sing from them) or the 
secondary surface layer left in the 
roots and shoots after the epidermis 
^appears (Fig. I07) . In some cases, 
m the cereal diseases caused by 
species of Septoria , in ‘ shot-hole ’ of 
almond (Fig. Io8 ), and in wheat bunt, 
e germ-tube passes down between 



Fig. 107.—Apprcssoria. A-D, germination of 
aecidiosporc of Gymnoconia inters (it iatis. A, 
the almost immediate expansion of the germ- 
tube to form an appressorium, with two nuclei. 
B. later stage showing four nuclei. C, develop¬ 
ment of a penetration hypha from the appres¬ 
sorium. D, growth and branching of the pene¬ 
tration hypha in the host ( x 375) (after Pady, 
Phytopathology). E, F, penetration of apple leaf 
bv the apple-scab fungus ( Venturia inaequalis), 
showing spore s, appressorium app, produced 
at end of germ-tube ; note the extremely narrow 
penetration peg entering the cuticle, and the 
mucilage between appressorium and cuticle 
( * 810) (after Nusbaum & Keitt, J. Agric. Res.) 
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Fic. 108.—Direct penetration of the cuticle. Penetration of almond leaves by germ-tubes of 
Cltuterosporium carpophilum . A, the penetration hyphac passing between epidermal cells. B, 
passing into the epidermal cell ( x i ioo and 900 respectively) (after Samuel, Ann. Bo/.) 

the radial walls of two adjoining epidermal cells without, as a rule, actually 
entering these cells. Much work has been done on this type of penetration 
and the essential features are well established. An infection hypha of extremely 
small diameter arises either directly from the spore or from near the tip 
of the germ-tube, usually after this has been anchored to the host surface 
by an appressorium or equivalent holding organ. As in stomatal penetration, 
the directive stimulus towards the interior of the tissues is not surely known. 
The formation of adhesive organs may well be a contact reaction, and this is 
supported by the fact that they arc sometimes inhibited by too moist conditions 
and may develop more freely as the surface dries, so as to bring them into 
close contact with it; it is suggested that the stimulus to penetration may also 
be a contact one (haptotropic), experimental work with strips of epidermis or 
membranes of wax or formalised gelatine giving no support to the view once 
held that it is chemotropic. In the simplest case known, that of the entry ot 
certain Chytrideaceous parasites into the hyphae of fungi such as Pythium , the 
zoospore comes to rest on the surface of the hypha, surrounds itself with a wal , 
and after a short time puts out an extraordinarily slender tubular process (often 
not a micron in diameter) which bores through the hyphal wall into the interior 
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He. 109.—Penetration of potato tuber by zoospores of SyHthytrium t udohmiii 1101, causinu wort 
disease. A, the zoospore with nucleus and Haycllum ( 7N0). H. /oospore with retracted 

flagellum. C, a number of zoospores in a cleft on the surface ot the tuber ( fcoo). I), zoospore 
at rest on epidermal cell before entry, showing nucleus and cytoplasm. 1 C, elongation of a 
nuclear projection towards the surface of contact. h\ later stage of same. (J, //. /. J, stages 
of entry into the epidermal cell. K. entry completed, showing the young ' prosorus * against 
the cell wall, with the large host nucleus below. (0 K. 2000) (after Curtis, Phil. Trout. Hoy. 
Hoc., Loud.) 


and allows the contents of the zoospore to flow into the host cell, leaving an empty 
shell behind. In the potato wart fungus Synchytrium endobiotiaan , (Part 11 , p. 500), 
the whole of the zoospore passes into a surface cell of the host through a small 
pore in the cell wall (Fig. 109) ,,7) . The zoospores are said to be attracted by the 
host, especially towards cells in which nuclear division is proceeding. The opening 
is formed by a projection from the nucleus of the zoospore which reaches the 
surface of the latter where it is in contact with the epidermis. It then continues 
to grow, presumably accompanied by some of the cytoplasm of the spore and 
pierces the host cell wall. The whole of the cytoplasm and nucleus then pass 
through, the latter being much drawn out in the process, and on reaching the inside 
again rounds up. No cell wall appears on the zoospore at any stage, there being 
only plasmatic membranes until the ‘ prosorus or the ‘ resting sporangium ’ 
stages in the development of the parasite are formed within the cell. 

In all the cases that have been fully investigated penetration of the external 
cutinised membrane of the host is effected by mechanical pressure (Fig. no) ,l0> . 
No good evidence, free from objection, has been given that the infection hypha 
dissolves a passage through the cuticle by enzyme action, as was at one time 
believed. Cuticle-dissolving enzymes have not been found and in experiments 
on the penetration of artificial membranes of graded thickness or hardness it was 
demonstrated that when a certain grade was reached, penetration could not be 
secured no matter how long this membrane was exposed to the action of the 
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fungus. Enzyme action can, however, come into force as soon as the cutin layer 
and the heavily cutin-impregnated outer layers of the membrane are passed, and 
there are many evidences of it in the deeper layers of the epidermal wall where 
the cellulose is less impregnated with cutin. Variations in the thickness and 
composition of the cuticularised epidermal wall are of much importance in the 
resistance of the host plant to parasitic invasion through the unbroken surface. 
In many cases resistance to this kind of attack increases with the age of the plant 
part concerned ; this can be linked with the fact that the outer wall of the epidermis 
becomes more deeply cutinised with age, and cutin deposits may then occur in 
the radial and even in the inner walls of the cells. Actual tests of resistance to 
mechanical puncture as measured by a fine weighted needle or the like have shown 
a correlation between this resistance and that to surface-penetrating parasites 
in several cases, such as barberries of varying resistance to sporidial infection from 
Puccima gramims (SI) , and tomato fruits of different ages to Alternaria tomato. 



F,C '/ir^ 7 ia^/ 7 « ti0 4 infCCti ° n ' and car,y forma,io " of a stroma by the apple scab fungus Ven- 
cu^lc of aDn e fruit^on apple fruit. B. entrance of infection hypha under 
cuticle /) F 1 f’.L hC S3me ' sh ° w,nK ,he mycelium roughly following the layer of the 
showing hlir r r ' P ? r f Cab fun * us V ' nturia *>"»'" germinating on leaf of pear, 
primary s la nd o tT™ i ^ * lhe Same ‘ ,a “ r showing early formation of a 

F K earlt ’ 3n , °i 3 S! ° ,0n h>pha ( X ,6o0) (afu * r Wiltshire. Ann. App. Biol.). 
after'^fon of stroma (sub-cut.cular) by Vemuria inacqualis in leaf of apple 30 days 

cel,;^ impoverishment of palisade 
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In other cases paring off the outer layers of cuticle has rendered a leaf susceptible 
when, if unthinned, it was immune ; older barley leaves with cuticles of 2 5 to 
5 /x thick, as compared with 0 4 to 1-5/1 in young ones, were found to resist attack 
by Erysiphe graminis unless thus treated, while the increased resistance of apple- 
leaves to mildew as they age is partly due to the same cause, as it can be reduced 
by abrading with carborundum. The Ascochyta foot rot of peas (Part II, p. 619) 
attacks chiefly the base of the epicotyl, where there is normally a thin cuticle ; 
in varieties resistant to the disease this thinning of the cuticle is less marked 
So also, since the thickness of the cuticle may depend on the intake of mineral 
ions from the soil solution, fertilisers may exercise an effect on the penetration 
of some parasites into their hosts. The fatty acids which are its base combine 
with these minerals to form soaps, and the readiness of their movements towards 
the surface, where they are oxidised to cutin, depends on the relative solubility 
of these soaps. The cuticle formed when calcium ions are in excess is thin, as 
compared with that when potassium, the soap formed by which is much more 
soluble, is abundant u8> 4b) . 

The ‘ natural ’ softening of the cuticle that occurs in etiolated plants, or those 
grown under too moist conditions, may increase susceptibility. A correlation 
has also been reported between the thickness of the outer epidermal wall of the 
rice stem corresponding to the accumulation of silica in it under high moisture 
and nitrogen nutrition, and resistance to the rice blast fungus, Piricularia orysae ; 
in dry-land rice, and on certain parts of the leaf blade infection is enhanced parallel 
to a reduction in the silicification of the epidermis ««*• 7i '. Furthermore, there is 
good evidence that the penetration of the epidermal wall by parasitic fungi may 
be affected by alterations in the wall induced in response to the threatened attack. 
In the Erysiphaceac that feed by sending haustoria from surface hyphae into the 
epidermal cells through the outer cutinised wall, it has been found that a germ- 
tube from a spore sown on a leaf of a plant which the mildew concerned is unable 
to parasitise, will begin to form an infection hypha quite similar to that on which 
the haustorium is formed in the proper host of the fungus " 6 - This penetrates 
the cuticle and induces the formation of a local internal swelling of the underlying 
cellulose wall, so that a small papilla projects from the under side of the wall 
into the cell, just as has long been known to occur when infection is successful. 
In successful infections, however, this papilla is penetrated by the haustorial 
tube and the latter enters the cell and forms a haustorium (Fig. in). On the 
unsuitable host the infection tube is checked without penetrating the papilla and 
fails to enter the cell. This and other similar cases are, properly, examples of the 
reaction of the host to surface attack, and will be again referred to in the next 
chapter. 

Mycelial Infection 

Infection can be caused by the mycelial hyphae of many fungi as readily as 
by the germ-tubes from spores. Perhaps its most extreme example is found in 
fungi that infect by means of rhizomorphs, such as Armillaria mellea (Part II, 
p. 907), a root parasite of many temperate and tropical trees. Infection in this 
fungus is restricted, so far as is known, to the rhizomorphs, and probably to the 
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rather homologous xylostromata, which are more commonly found than rhizo- 
morphs in hot countries (45 - 671 . When a rhizomorph comes into contact with a 
healthy root of a susceptible plant, it penetrates the root either by its tip if a young 
actively growing rhizomorph, or by a newly formed branch at the point of contact 
if an old one. The rhizomorph tip enters as a whole, without separation into, 
or preliminary penetration by the individual hyphae of which it is composed, and 
spreads along inside the root usually at the junction of the bark and wood, or of 





Iig. 111.—termination of comdia of Erysifdie gram inis on the epidermis of wheat. A fine stylar 
process from the germ-tube (or from a small sub-apical appressorium) pierces the cuticle, and 
its passage through the cellulose layer it is preceded by a local thickening of the laver into a 
papilla which it eventually pierces at the apex ; inside the host cell it becomes dilated into a 
lobed, branched haustorium. and in doing so invaginates the lining laver of cytoplasm ( * 1000) 
(see also Fig. S 2 ) ; a. conidium with three germ-tubes, with haustorium from the primary one 
( x 500); b. an old conidium with four tubes ; r. a conidium with a primary germ-tube and a 
halo (stained cotton-blue) ( x 500); d, a conidium germinated on Po/y/>oditwi ait ream, with 
a halo beneath a germ-tube ; e. tip of germ-tube- with its stvlar penetration peg or process 
( x 1000) ; a conidium germinated on a begonia leaf ( * 500) ; g. an infection papilla, in 
section, with the germ-tube detached ( x >000) (after Corner. AVrc Phy,o! agist) 
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cortex and xylcm in young roots, but sometimes in the pith (Fig. 112). It can 
enter through the sound periderm of the older roots or through the piliferous 
layer of young ones. Before entry it forms loose ‘attachment hyphae ’ (Fig. icj), 
which fill all the irregularities of the root surface but do not penetrate the cells or 
form visible appressoria. The tip of the rhizomorph may force its way in by 
mechanical pressure, but there is apparently chemical action as well (see larch 


112.—Penetration of cork by rhizomorph* of Armillaria mcllea. A, cross-section of root of 
Persian walnut, the rhizomorph showing almost complete break-through of the cork layers. 
B, top corner, rhizomorph tip ; deeper penetration and disruption of the host tissues in root 
of pear, the rhizomorph entering the wood below cambium. C, the same, invading carrot, 
the rhizomorph branching. D, the same, entering a tuber of dahlia (photos by Thomas, 
J. Agric. lies.) 
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root rot, Part II, p. 913). In young tea roots 
no attempt at defensive cork formation has 
been found. Behind the growing tip in the 
tissues individual hyphae grow out from the 
sides and ramify through the cells. These 
are, no doubt, the feeding hyphae of the 
fungus, and it would seem, therefore, that in 
fungi of this type, entry into, and extensive 
invasion within, the host are effected by one 
type of mycelium, and feeding by another. 
In other cases, such as, Ophiobolus graminis 
extension is effected by long ‘ runner hyphae * 
on the surface of the root (Fig. 113) and 
feeding by other hyphae arising from these 
and penetrating the roots (Fig. 114). In the 
parasitic ‘ thread blights ’ and ‘ black rots ’ of 
tropical plantation crops, caused usually by 
Basidiomycetes, there is, in several cases, an 
endophytic mycelium so restricted in space 
and time that the parasites concerned were 
long believed to be superficial and to obtain 
nutrition by absorption from the tissues even 
when these were obviously severely injured 
or killed by the fungus. In these cases the 
greater part of the fungus remains on the 
surface of the green parts, often forming a 
conspicuous white covering on them. Pene¬ 
tration is effected by hyphae from the lower side of this layer, and may occur only 
at one stage of maturity of the fungus ('Cor tic in rn kcleroga ), or on one part of the 
plant (leaves in some thread blights). Still more remarkable is the process of infec¬ 
tion in the western coffee leaf disease caused by Omphalia flavida , where the organs 
concerned are specialised detachable knob-shaped bodies (‘ gemmae ’) borne on 
short stalks, the whole forming a ' gemmifer The gemma, borne by the wind, 
falls on a leaf, usually so that its upper surface, clothed with radiating filaments, 
rests on the leaf. Infection occurs from these filaments. In the diseases caused 
by most of the above-mentioned fungi, infection from spores, though no doubt 
it sometimes occurs, seems to play a very minor part <*«>. 

Wound Infection 

Infection through wounds is common in many fungi, especially the parasites 
of woody plants in which wounds arc sometimes the only path of entry, e.g. in 
the Dutch elm disease (Part II, p. 895). In some of the destructive heart-rotting 
fungi of trees entry is usually effected only when the heaft wood is exposed, as by 
the loss of large branches. In the rot of oak trees caused by Stereum gausapotum 
(Part II, p. 950), which has accounted for losses in certain forests in England, 



Fig. 113.—Ophiobolus graminis. 'Runner 
hyphae ' growing along the surface 
of wheat seedling root (photo by 
Garrett, copyright of Rothamsted 
Experimental Station) 



FlC. i 14.— Ophiobnlus grominis. Penetration of wheat seedling. A, median section through base 
of seedling showing, on right, the fungus penetrating the epiblast and thence travelling across 
base of plumule to reach the scutellum of the grain on the left (the endosperm has been 
omitted) ; note penetrations below into an adventitious root, on right, and into the colcorhiza 
from which the primary root may become infected. Penetrations may also be effected into the 
long coleoptile region above the epiblast. B. transverse section of a young primary root 
surrounded by colcorhiza (cf. A) ; note the two kinds of hyphae in the outer cells of coleorhiza, 
and the finer hyphae passing into the small-celled cortex of the primary root. C, the inter¬ 
cellular mycelium in the colcorhiza. D, the same in the scutellum and scutellar epithelium. 
E, details of the mycelium penetrating the epiblast; note the matted mycelium on the latter, 
and the mycelium within the cells. (Dimensions of D, E, as for C) 
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too close planting, which results in the death of large branches when the canfcpy 
closes overhead, has been determined as the primary disposing cause of the disease. 
In Stereum purpureum (Part II, p. 763), the cause of ‘ silver leaf’ of plums and 
other trees, infection from spores occurs through pruning and other wounds at 
all times of the year except during the summer months. The reason for this, as 
determined at Cambridge, is that during the summer there is a rapid formation 
of gum barriers below the wounded surface which appears to be able to check the 
further progress of the fungus. A similar process occurs in the canker and die- 
back of roses due to Griphosphoerio cortico/ax ; the resistance to this disease 
possessed by some varieties of roses seems to be correlated with their facility for 
forming gum barriers, and, even in susceptible varieties, infection through fresh 
pruning wounds has been found practically impossible in summer owing to rapid 
development of these barriers. Entry of the parasite in these cases is a passive 
process, the spores that fall on the freshly cut surface being drawn into the exposed 
vessels far enough to encounter sufficient moisture for their germination. 

In other types of wound invasion the fungus may depend for its success on its 
speed of development relative to the rapidity with which the host forms the cork 
phcllogen which normally occludes plant wounds. This aspect of penetration 
will be further considered later on. 

A rather special type of wound infection occurs in the attack on oranges by 
the green mould Penicillium digit at tun ( *- **>'. The germ-tubes from dry spores 
arc normally unable to enter through the unbroken rind or through wounds that 
do not penetrate beyond it, except as already mentioned, when these arc made into 
ruptured oil vesicles. But infection of the unbroken rind and of shallow wounds 
is successful if the inoculation is made with spores suspended in orange juice or 
dilute acids or substances causing pcctic hydrolysis, such as ammonium oxalate. 
A suspension in orange oil has been found to have the same effect, but suspensions 
in water and in various synthetic culture media only infect wounds, not the un¬ 
broken surface. It is thought, therefore, that the promotion of infection by orange 
juice and the like is due, not to any nutritional enhancement of the aggressiveness 
of the parasite, such as has been suggested when decaying petals promote infection 
by Botrytis y but to a neutralising action on substances in the rind of the host that 
causes resistance in penetration. 


Entry through Spfcific Parts or Organs 

Very many parasitic diseases of plants arc known in which entry into the plant 
is only possible through certain parts or organs of the plant. After entry, the 
parasite may infect the whole or a more or less considerable part of the plant, 
or may remain strictly local. It is quite possible to arrange the parasites of a 
given plant into those that attack the leaves, those on leaves and stem, those on 
the stem, those on stem and roots, and those on the roots. Sometimes it is necessary 
to add a group for the inflorescence and another for total ‘ systemic ’ infection. 
A fairly common powdery mildew (Oidium) of the mango in hot countries is often 
confined to the blossoms, though it can attack young leaves in moist areas 08 '• 
Many leaf-spotting fungi are restricted to the leaves, and the spots which they 
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cause may be quite sharply limited in si/e. Some may be found only on young 
leaves, but others, such as those producing leaf spot of strawberry (MycosphaereHa 
jragariae) (Part II, p. 785), ring spot of cabbage (MycosphaereHa hrassicicola) 
(Part II, p. 639), black rot of the vine (Guignardia buhce/lii), and leaf spot of beet 
(Cercospora beticola ), are usually confined to the outer leaves. Many root parasites 
are restricted to the underground parts of plants, and there is quite an important 
group that is confined in its activities to the root-collar or ground-level part of the 
plant. Parasites that enter only through stomata or other natural openings are 
naturally limited to parts having these. In some plants there are weak spots 
which are made use of by certain parasites ; the tough rind of sugar-cane is 
impenetrable to Colletotrichuni ftil cat urn or ScUrospora sacchari except near the 
nodes, where it is broken by shoot eyes, and by the gaps caused by the ring of 
adventitious root organs. Phytophthora erythroseptica , causing pink rot of potatoes 
(Part II, p. 509), infects the tubers after digging, normally only through the eyes ,,0H '. 
Similarly, the infection of cereals by species of Fusarium that cause seedling 
blights occurs readily at points where the cortex is ruptured by the emergence of 
adventitious roots, as well as those in the primary radicle where lateral roots 
emerge. Some of the wilt-inducing species of the same genus enter most easily 
through the root cap or the primary meristem, infections further back failing to 
reach the central cylinder, apparently because of the development of a suberised 
endodermis - s *. In Phytophthora fragariac causing red-core disease of the 
strawberry' (Part II, p. 780), primary infection also seems to be bv entry through 
the tips of the roots. ,J6 \ 

The smuts show many cases of restricted points of entry. In the loose smuts 
of wheat and barley (pp. 367, 427) it has long been known that infection occurs 
through the flowers. Spores blown on to the feathery stigma germinate there and 
penetrate the tissue, growing down the style to reach the ovary much in the manner 
of pollen grains. Barley, however, has also been reported to be infected by 
Ustilago nuda applied to the seed grain, the germ-tubes penetrating, when the 
grain germinates, through the epidermis of the coleoptile and first plumule leaves 
to reach the deeper tissues, though in this case it is probable that the smut con¬ 
cerned was really U. nigra ,68) . In L'sti/ago avenae (Part II, p. 404) the mycelium 
appears to cause successful infection of oats only up to the time of the emergence 
of the first leaf from the sheath. It enters by penetrating the epidermis, and can 
do this apparently in any part of the seedling, but does not penetrate to the deeper 
tissues except in the mesocotyl and first internode (Fig. 121). Tillctia caries (Fig. 63) 
can infect wheat at any time from germination until a few days later, entry being 
by penetration of the epidermis of any part of the coleoptile. Entry through this 
sheath occurs usually between the cells, the infection hypha from an appressorium 
formed by the fusion hypha of two secondary basidiospores growing down between 
the radial walls of two adjacent cells which are sometimes ruptured (u) ; passage 
into the lumen of an epidermal cell is rare. Urocystis tritici resembles bunt in 
being able to enter the wheat coleoptile in its early stages ,s6) ; coleoptilcs over 
4 mm. long were not successfully infected by spore inoculations in Australian 
experiments. The sugar-cane smut L'sti/ago scitamineae infects through the shoot 
buds which can develop at every node ; entry occurs through the hairs on the 
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Fig. i 15.—Penetration in primary infection. 
Helminthosporium ovenae on oat. A, 
resting mycelium on oat husk ; cp, 
husk ; if/, imperfect sclerotia ; h, hairs ; 

Jm, mycelium ( x 180) (after Dennis, 

West Scot. Coll. Agric. Bull. 3) 

scale leaves of young buds. Leaf-axil buds, 
flowers at pollination, and seedlings of red cam¬ 
pion can be infected by Usti/ago violaeea ,,a - ,4 ’ 
and give rise to smutted flowers. Maize smut 
caused by Ustilago zeae can result from infection 
into any growing part. The fungus penetrates 
into the cells, not only of the epidermis but 
of the underlying parenchyma as well, unlike 
the other cereal smuts mentioned, which arc 
intracellular only in the epidermis but inter¬ 
cellular deeper in. Even in V. zeae , however, 
the ‘ infection hyphae ’ (long runners which 
spread infection in the tissues) arc intercellular, 
or, where they cross a cell, are surrounded by 
a cellulose sheath (see below, p. 149), and only 
the feeding hyphae are intracellular. 'Phis 



Fig. 116.—Penetration of the eoleoptile. 
A, B, C, natural primary infection 
of the eoleoptile and first leaf of 
oat seedlings, by Helminthosporium 
ovenae, showing the characteristic 
distortions of the seedlings (photos 
by Turner & Millard, Ann. App- 
Biol.). D, oat seedling, artificially 
inoculated with mycelium of the 
same fungus ; a, eoleoptile lesion ; 
b, leaf stripe symptoms, character¬ 
istic of leaf stripe disease of oats 
(after Dennis, West Scot. Coll . 
Agric. Bull. 3) 


smut differs from the others on cereals in being unable to cause systemic infection; 
seedling penetration is obviously more likely to result in total infection of the plant 
than entry at a later stage. 

Examples of cereal diseases arising from penetration during the seedling 
stage are the stripe disease of oat and barley due to /1 ehninthosporiuni ovenae and 
Helminthosporium gramineum respectively (pp. 415, 431). Successful infection 
results from entry into the eoleoptile and may result in pronounced infection of 
the lowest and successive leaves, but this path docs not lead to systemic infection 
(Figs. 115-120 ; 211, 217) 162 a) . The latter may be so complete as to involve the 
pollen grains, from which pure cultures of the fungus have been obtained. The 
grain is also infected from within, the mycelium occurring in the seed coats and 
endosperm ; successful inoculations have been made through the flowers and also 
by exposing seed grain to contact with cultures of the fungus. Plants grown from 
seed thus infected are usually systemically invaded. In the downy mildew of the 




\ primary infection has persisted throughout; s, leaf 
stripe (after Dennis, West Scot. Coll. Agric. Bull. 3) 



Fig. 118.—Cells of the colcoptilc infected with 
II. avenue, showing intracellular mycelium 
( • 400) (after Turner Si Millard, Ann. App. 
Biol.) 



Ci 


Fic. 119 .—Hehninthosporium avenaeon oat ( continued). 

a, points of penetration through scutcllum and 
epiblast of the embryo ; b, cells of the coleoptile ; 

b, , mycelium within coleoptile cells (see Fig. 
118); f, cells of the first leaf; c, t mycelium 
within the cells of the first leaf; d, region of the 
growing point; e, rudimentary cereal root ( x 250) 
(after Turner & Millard, Ann. App. Biol.) 
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hop, caused by Pseudoperono- 
spora humuH (62) (Fig. 98), where 
there is a modified systemic in¬ 
fection confined to the root-stock 
and to peculiar spike-like shoots 
from this and from the leaf axils, 
but where considerable lengths 
of stem may be free from the 
fungus, infection occurs through 
buds as well as on the leaves and 
inflorescence (Fig. 410). Bud in¬ 
fection may result in the produc¬ 
tion of the systemically infected 
4 spikes ’ and the spores borne on 
these can infect leaves, inflor¬ 
escences, and other parts anew. 
Another fungus, the zoospores of 


Fic. 120.—Mycelium, conidiophorcs, and spores of which penetrate the host through 

H el min ihnsporium avenae produced on oat leaves buds, is I'lOp/llyctis alfajaC which 

after seven days. Secondary infections would follow rmvvn wart of lucerne (Fie. 

upon the dispersal of such spores (photo by Causes CTO\\n ware OI lucerne ^rig 

Turner & Millard, Ann. App. Biol.) 224), (Part II, p. 452). Infection 

most readily occurs through the 

young leaf origins and growing points of the adventitious buds arising in succession 


from the woody root-stock of the host. 


The Post-penetration Stage ; 

Life of the Parasite within the Tissues of the Host Plant 

So far, the discussion of the host-parasite relations has been considered mainly 
with the stages up to and including the first establishment of successful infection. 
The further discussion of the parasite within the plant, and the reaction of each 
to the presence of the other, brings up many physiological problems of which 
knowledge is still far from being complete. 

The main positive advantage gained by an organism that has become adapted 
to the parasitic life is, no doubt, that it thereby largely escapes from the competition 
for food of its less specialised saprophytic fellows. Parasitism is a mode of life, 
and is more or less successful according to the greater or less facility it gives the 
vegetative body of the incomer to secure an adequate amount of food to complete 
its life-cycle. Obviously, the more and the longer the parasite can utilise the 
living tissues of its host for nutriment, the less it has to suffer from competition. 
Every degree of gradation is found amongst parasites, from those that arc little 
better than saprophytes, for they must kill their food before they can use it (and 
arc thereby frequently followed and even suppressed by true saprophytes), to 
those that live in a state of symbiosis with the host, doing the latter no apparent 
harm till the cycle of their vegetative existence is approaching completion. 

Even within a single species of parasite there may be competition between 
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different strains. Thus, when resistant maize seedlings arc infected with Xanfho- 
tnonas stewarti the proportion of virulent to less virulent bacteria increases. In 
susceptible varieties, on the other hand, the proportion of \ indents is reduced. 
As the seedling gets older, even the less virulent strains can attack it, and the 
suggestion has been made, therefore, that once the seedling reaches a certain age 
its vascular system contains organic nitrogenous compounds synthesised by the 
plant on which the less virulent strains can exist. In the very young seedling, 
where these are absent, the less virulent strains fail to become established and 
only the more virulent forms gain a footing ,s '. 

In the type of parasite that kills the cells of the host in advance of its progress 
through the tissues, the food requirement is usually simple. Most fungi of this 
type are readily cultivated on nutrient substances that can be easily furnished. 
They are facultative parasites, capable of a more or less successful existence in the 
absence of living hosts. Yet even in this type of parasite, specialisation of parasitism 
may occur and may be quite well marked, so that it is necessary that the host 
which they frequent should be one to their liking. Once they have crossed the 
barrier which the surface layers of the living plant so often present, their progress 
in a suitable host is fairly easy, provided that they preserve unimpaired the necessary 
power to kill living tissues. This they do by the excretion of substances of various 
kinds. The chief are probably enzymes, capable of dissolving the cell walls and 
directly or indirectly killing the cell-protoplasm. Botrv /is ciner tn has been more 
fully studied than any other representative of this type of parasite, and it is claimed 
that the enzymic system of this fungus, particularly the pcctinase it secretes, is 
able to produce on the host tissue all the effects of which the fungus itself is capable. 
This is not necessarily true of all parasites of this class ; in several cases it is 
claimed that while enzymes are the chief agents in attacking cell membranes, the 
contents are killed by other substances excreted bv the parasite, organic acids 
such as oxalic acid and toxins. 

The production of enzymes by Botrytis ' ,0, has been shown to be affected by 
many circumstances. The composition of the nutrient medium in which the 
fungus grows influences the amount secreted ; in media with a high carbohydrate- 
nitrogen ratio very little is produced, while with a reverse composition the secretion 
of enzyme is rapid. The enzyme is very susceptible to variations in the hydrogen- 
ion concentration of the medium in which it is growing, and different fungi differ 
in their response to this factor ,52> . The substances present in the juices of different 
plants may have a marked effect on enzyme secretion. Tests with group of 
fungi paras itic on apples b ut not able to attack potato tuber tissues, as compared 
with a group parasitic on potatoes but__nol on apples, showed that the addition of 
a Pple or potato juices to the punfied enzyme extract, or of compounds like mag¬ 
nesium sulphate and potassium 'phosphate, could modify the behaviour of the 
enzymes of the different fungi and even of the same fungus. The enzyme seemed 
to be alike in all cases, but certain of its properties could be profoundly modified 
by the adsorption of substances from the medium. It was also found that the 
composition of the medium in which the fungus concerned grew, affected enzyme 
production and in some cases totally inhibited it (see above, p. 72). The reported 
failure of the rhizomorphs of Armillaria niellea to infect citrus roots unless they 
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were growing on the host wood is difficult to explain except in some such fashion (7) , 
and the same seems to be true of the rhizomorphs of Clitocybe tabescens on pear 
and tung (Aleurites) trees in Louisiana (s8) . The secretion of the pectinase enzyme, 
which is the main weapon used by Pythium de baryanum and Phytophthora 
erythroseptica in attacking the potato, can be inhibited by growing the fungi in 
various decoctions (52) . 

In such fungi as Dotrytis the destructive or necrotic action of the parasite is 
necessary if the fungus is to live. In other parasites, however, the injury to the 
host is incidental and may sometimes be a positive disadvantage by shortening 
the time during which the organism can carry on its parasitic life. In some of 
these it seems that other products of the metabolism of the parasite than enzymes 
are of importance. What these arc is not well known. 

Numerous attempts have been made to assign symptoms of injury to the host 
to the production by the parasite of toxins, as distinct from enzymes. Many of 
these studies have been on the fungi and bacteria that occur mainly in the water¬ 
conducting vessels of the host and induce wilting and sometimes necrosis of the 
green parts, even when the parasite is confined to the roots and base of the stem. 
One of the earliest was with the bacterial wilt of tobacco in India caused by 
Xanthomonassolanacearum <*'». In this disease it was shown that mechanical obstruc¬ 
tion of the vessels caused by the presence in them of bacterial masses was not 
enough to cause wilting, and that tissue necrosis occurred at a distance from the 
seat of infection. Roth these symptoms were experimentally produced by the 
injection into the stem of a solution from cultures of the organism freed from 
living bacteria. At a later stage wilting is further promoted by the accumulation 
of gum in the vessels, and this water shortage is thought by some to be sufficient 
to account for the necrosis <* 0) . 

It was found in the United States that the filtrate from cultures of Fusarium 
oxysporum was as effective as the fungus itself in causing wilting of potato plants, 
and that the substance or substances involved were heat resistant (thermostable), 
unlike enzymes (7i - 74) . Similarly in a wilt disease of the Michaelmas daisy at 
Wisley ,2,) , caused by VerticiUium vi/morinii , it was shown that the solutions in 
which the fungus was grown induced complete wilting even after they were filtered 
and dialysed, but it was noted that wilt-resistant varieties of the host were equally 
affected. A similar result occurred at Zurich with the thermostable non-volatile 
toxic substance obtained by growing Fusarium lirti in culture solutions (49> ; the 
filtrate caused wilting of the wilt-resistant Bison flax as well as of susceptible 
varieties, and also wilted species of Prunus and Pyrus. This fungus and Fusarium 
bulbigenum var. lycopersici seemed to liberate their (possibly identical) toxins 
mainly on the death of the mycelium. 

The non-specific action of the wilt-inducing toxins seems to have been estab¬ 
lished in other Fusarium wilts. Other species than that responsible for the disease 
in nature can produce substances that cause wilting to appear in a plant. Thus, 
both I'usanum oxysporum and F. vasinfee turn yielded filtrates that were as well able 
to cause cabbage to wilt as were those produced by the true cabbage wilt species, 
F. conglutinans (40) . Even the weak parasite Penicillium expansum (Part II, p. 721). 
a fungus that usually only attacks apples and other fruit after ripening, and never, 
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so far as is known, causes a wilt disease, was shown to secrete a thermostable 
non-volatile substance that could induce wilting in various plants when their 
cut stems were immersed in the culture solution or when it was absorbed through 
their roots t4 ‘. 

Nevertheless, in some cases it has been claimed that the action of the toxin 
is specific. Thus in the Fusarium wilt of tomato, susceptible hosts are stated to 
be more readily wilted by the excretory products of /•'. bulbigemim var. lycopcrsici 
than resistant, and the more virulent strains of the parasite produce the most 
active filtrates (J *'. 

Too much significance should not be attached to the fact that the filtrates can 
induce wilt in resistant varieties or in host species not ordinarily attacked by the 
fungus in question, when artificially introduced into the vessels. It has been 
established in a number of these diseases that resistance to infection in nature is 
a property of the cortex and not of the central cylinder (e.g. in cabbage wilt, flax 
wilt, some bacterial wilts). 

It seems evident that various fungi and bacteria can excrete thermostable 
substances which, when introduced into the water-carrying vessels of the roots 
or stems, will cause the green parts to wilt. The evidence, as a whole, indicates that 
the wilt-inducing substances are not specific, and that they may act mainly by 
incapacitating in some way the vessels from supplying the water necessary to 
maintain turgor in the living cells. It has been shown, in some cases, that recovery 
occurs if the plants arc transferred back to fresh water after wilting has been 
induced by growing them in the culture solution 140 '. In others, however, as 
in bacterial wilt of tobacco, necrosis is caused and the ‘ toxin ’ seems to act on 
other tissues than the vessels. 

In some other types of diseases, also, there is evidence that parasitic fungi can 
produce thermostable substances capable of acting on tissues at a distance. The 
silvering effect in the leaves of plums attacked by Stereumpurpureum (Part II, p. 763) 
results in an inhibition of cell division in the palisade tissue during the stage of 
meristcmatic development of the leaf, which causes the epidermis to become 
separated from the palisade (Fig. 361), an action at a distance to which the name 
' silver leaf * disease is due t66) ; it has been reproduced by the injection of sub¬ 
stances produced by the fungus in culture, and is attributed in part to enzymic 
action on the cell walls, in part to a thermostable substance which inhibits nuclear 
division. The wildfire disease of tobacco caused by Pseudomonas tabaci <u) and 
eye-spot of sugar-cane due to Ilelminthosporium saccharic are examples of leaf- 
spotting diseases in which the symptoms can be reproduced in much the same way. 

Th e nitroeenou s- an d-mineral nutrition of such fungi as Botrytis and 
Armillaria mellea, which kill the host cells in advance of their progress through the 
tissues, offers little difficulty, for they find in the cells nitrogenous compounds and 
mineral solutions which they can readily utilise. They grow well in culture if 
provided with meat bouillon or peptone, and in synthetic media containing similar 
nitrogenous and mineral compounds to those found in cell sap. It is different 
with their carbohydrate requirements. These they find chiefly in the form of 
cellulose, starch, and sugar. Cellulose must be dissolved, and that it must be more 
difficult to dissolve than pectin is evident from the facts that most of these fungi 
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first separate the cells from one another by action on the middle lamella, and that 
penetration of the wall is accomplished with greater or less ease according as the 
original pectic framework of the wall is less or more heavily thickened by the 
cellulose deposits on it; when lignin infiltration occurs, solution of the wall is 
usually much more difficult, and cutin and suberin deposits are apparently re¬ 
fractory. Starch must be hydrolysed, and here again, as with the wall-dissolving 
process, the enzymes concerned, amylases or diastases, vary from fungus to 
fungus or from strain to strain of a species, and arc influenced even in the one 
fungus by the surrounding conditions. The feeding hyphae of Armillaria mellea 
in the roots of tea seedlings accumulate in the pith and deplete it of the starch 
which is stored there ; they are not found in the more accessible cortex, which is 
normally devoid of starch. The fungus requires a nutritive medium rich in 
carbohydrates and has its maximum development where these are found. The 
Texas root rot of cotton (Phymatotrichum omnivorum) develops vigorously in the 
seedling roots as soon as their tissues accumulate starch, but not earlier (6 ‘. Other 
root parasites such as Rhizoctonia batatico/a develop freely in conditions of low 
carbohydrate nutrition and can colonise the tea root cortex, in sharp contrast 
to A. mellea. Xanthomonas cam pest r is. a type of the destructive, rot-inducing 
organisms, hydrolyses starch and ferments the resulting reducing sugar in potato 
decoction media, whereas Bacterium tumefaciens, a growth-stimulating organism, 
the cause of ‘ crown gall * of numerous hosts (Part II, p. 794), docs not attack 
starch (ll) . Many other parasites are known that do not hydrolyse starch, even 
though some of them, like Pythium de baryatium and P. ultimum (Part II, p. 507), 
cause rotting of the tissues. In the potato tuber rot caused by Phytophthora 
infestans the starch grains arc usually unaltered until the rotted area is colonised 
by various bacteria and fungi that develop wet-rotting of the tubers. At the other 
extreme are fungi like Claviceps purpurea (Part II, p. 445) that utilise starch more 
freely than any other formed constituent of the cell contents, but as the best 
examples of this occur amongst the non-cultivable forms that have the capacity 
to establish a symbiotic state of life in the host, they will be referred to later. Even 
as regards the utilisation of the sugars that arc usually the ultimately assimilated 
carbohydrates in the food of fungi there are differences in the kind of sugar as¬ 
similated by different fungi. The sugar-cane stem parasite Colletotrichum falcatutn 
inverts the cane sugar contained in the host and assimilates the resulting glucose. 
The enzyme involved can be excreted into the surrounding medium in considerable 
quantity and much of the damage done by this disease from loss of purity of the 
juice is due to its presence. A few cases have been reported in which the parasite 
is stated to prefer organic acids to sugars as a source of food ; the susceptibility 
of young fruit of the vine to black rot caused by Guignardia bidtvellii, which ceases 
to attack grapes approaching ripeness, has been ascribed to this. More commonly, 
however, acidity is considered to impede the growth of many fungal parasites, 
which remain in a dormant condition after penetration has been effected in young 
fruit, until with increasing ripeness the fruit becomes poorer in acids and richer m 
sugar. 

The progress in the tissues of the host of the more specialised types of parasites, 
especially those that are obligate parasites with no, or a very restricted, vegetative 
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life outside their living hosts, differs materially from that described above. In the 
rusts and smuts, and in some of the downy mildews, the host tissue is not killed 
until a late stage of vegetative development, and up to that time the injury to the 
cells may be imperceptible. There is no question of mutualism in the relations 
between host and parasite in these cases, for the host gains nothing from tlie- 
fungus, while the latter obtains food from the higher plant. Hut the feeding is 
regulated so as not to be bevond the capacity of the host to meet w ithout appreciable 
injury, often up to the time of sporulation. 

The obligate and facultative parasites are not always easy to differentiate on a 
nutritional basis alone. Thus the cane gall due to line ten 11 in ruin which causes 
multiple galls, outwardlv rather like crown gall, in blackberries and in purple and 
black raspberries ( Rubus neglectus and R. occulcnta/is), in North America, is inter¬ 
mediate between these two extremes. It induces the development of small galls 
or ridges of white hvperplastic tissue, but the organism dissolves a path between 
the cells by its zoogioeae ; this is followed by degeneration of the protoplasts of 
the neighbouring cells, and Ivtic cavities tilled with bacteria result, causing the 
gall to remain soft. The process is repeated as new gall tissue forms in advance 
of the bacteria. Some other gall-forming organisms seem to fall into the same 
category <*• i7) . 

In the majority of the obligate parasites feeding is through haustoria, and the 
presence of these organs is usually evidence of the status of the fungus as an 
obligate parasite. There are exceptions, however, as in several species of Phyto- 
phthora (e.g. P. pahnivora) and in Diphcarpon rosae (Part II, p. 858) — the cause of 
black spot of roses — where haustoria occur but the parasites can grow apart from 
their hosts. As a rule, however, the presence of haustoria appears to signify an 
advanced degree of specialisation in food requirements. \N hat the substances 
are that the obligate parasite requires —and that so far it has not been possible to 
furnish artificially, so that cultivation under laboratory conditions on non-living 
food has proved impossible —is not known. It is also not known why so many 
of the obligate parasites obtain their food through the mechanism of haustoria, 
organs which characteristically cause no visible damage to the living contents of 
the cell under ordinary feeding conditions. It is possible that the method of 
feeding adopted is associated in some way with the advantages gained in not killing 
the tissues. These advantages are not necessarily nutritional, though the nutritional 
gain in preserving the host cell as a functioning organ must be great. Obviously 
a cereal loose smut that killed its host before the latter forms ears would lose the 
great evolutionary advantage which the fungus has secured in developing its 
sporophores in such a perfect position for dissemination of the spores. Rusts on 
annual plants may also secure an adaptational advantage if they do not kill the first 
invaded leaves and check the development of others. In the other, less specialised, 
type of parasite the living protein of the cell has to be killed before it can be used 
as food, but the feeding of an obligate parasite like a rust may be a complex process, 
and it has been suggested that the haustoria may take in only certain essential 
materials, probably nitrogenous compounds, and that, once these are available, 
the vigour of development of the mycelium and its ability to form new haustoria 
may depend on such factors as the sugar supplied. It has been suggested that the 
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obligate parasite requires its nitrogen in the fully elaborated protein form and that 
the haustorium is a structure permeable to such nitrogenous substances of high 
molecular weight, whereas the ordinary mycelium is not. 

As regards minerals and carbohydrates, there appears to be no great difference 
of behaviour "between the facultative and obligate parasite. Starch and minerals 
are replaceable with little strain on the plant in view of the relatively small require¬ 
ment of the parasite and the powers of replenishment of the host. One of the 
most clearly marked instances of starch consumption without injury to the cell is 
seen in the non-haustorial symbiont of the type of endotrophic mycorrhiza formed 
in roots invaded by Rhizophagus. Here, the cells containing the fungus are 
depleted of starch, which remains in other cells, but no injury is caused, and after 
the fungus ceases activity starch reappears in the emptied cells, the vitality of 
which seems to have been quite unaffected. Cells of susceptible hosts from which 
haustoria are drawing nutrients also often suffer little apparent injury, losing 
only such carbohydrate material as is surplus to immediate needs. In maize 
rust (Puccinia tnaydis) the haustoria appear to intercept the soluble carbohydrate 
manufactured by photosynthesis in the palisade cells before it reaches the bundle 
sheath, where, on bright days in uninfected plants, the surplus over what can be 
conducted away is temporarily deposited as starch. In infected plants this starch 
is lacking, in spite of the fact that haustoria arc rarely found in the cells of the 
bundle sheath itself. In resistant strains of the host, the contents of the cells 
entered by haustoria tend to be injured and the chloroplasts to a considerable 
extent destroyed <6o> . 

At the end of the vegetative life the fungus forms its spores. In some fungi 
the two stages of vegetative and reproductive activity arc sharply distinguished. 
The life-cycle of a smut or a rust thallus is usually ended with the production of 
spores. In other fungi the vegetative thallus continues to grow after sporing, and 
many successive crops of sporophores and spores may be produced from a single 
infection of such a parasite as Sclerotinia fructigena (Part II, p. 743), the Monilia 
(conidial) stage of which occurs on rotting fruit. This feature of continued mycelial 
growth after sporing may even be found in obligate parasites like onion mildew 
(Part II, p. 693). Prequently, however, the obligate parasite ceases to spare its 
host from injury when sporing, and the tissues are killed locally while a smut 
ball or rust sporophore is forming. This is not by any means due solely to an 
excessive drain on the food supplies of the cells where the parasite is forming 
spores ; often a mechanical crushing or destruction of the tissues results from the 
heavy accumulation of hyphae at the base of, and around, the sporophore. Though 
the downy mildews are less prone actually to kill the tissues when sporing, it has 
been found that Pseudoperonospora )tumuli (Part II, p. 879), Peronospora effusa 
(Part II, p. 691), and P. destructor (Part II, p. 693) caused a reduction in the 
green weight of leaves of hops, spinach, and onion, of 17, 48, and 55 per cent., 
respectively, as a result of sporulation. The dry-matter weight of the sporangia 
and their stalks in P. destructor produced during the night of sporulation amounted 
to 5 per cent, of the dry weight of the onion leaf, but the loss of water could not 
be satisfactorily estimated (69) . 

Thus far, the completion of the life-cycle of the fungus from the time that 
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penetration has resulted in the establishment of parasitism to the sporing stage 
has been considered from the side of the fungus. During the parasitic life, how¬ 
ever, the host is not inert. Against the aggressiveness of the parasite must be set 
the receptivity of the host, and this raises the consideration of parasitism from 
another angle. 
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Chapter IV 

PATHOGENESIS II: RESISTANCE AND SUSCEPTIBILITY 

The Receptivity of the Host Plant Tissues 

It has been mentioned above that the receptivity of the host plant when exposed 
to infection may depend on factors affecting the pre-penetration stage (waxiness 
or hairiness of the epidermis, etc.) or the stage of penetration (absence of stomata, 
toughness of the cuticle, etc.). These factors act mechanically; the subtler 
factors that affect the host-parasite relationships in the living tissues usually have 
little or no influence on the pre-penetration and early penetration stages. There 
seem, however, to be some exceptions. Thus, when a strain of Rhizoctonta so/am 
from radish was tested on sea-kale (susceptible) and potato (resistant) penetration 
was rare or absent on potato leaves and sprouts, and this was shown by stripping 
the cuticle to be due to some internal factor in the host m \ More usually, however, 
as with apple scab conidia, the infection hypha penetrates equally readily whether 
the host variety and fungal strain arc compatible or not In the later stages of 
penetration, however, it has already been seen that the parasite may come under 
influences derived from the vital activities of the living cells. In no other way can 
be explained the differences in the reception which a rust or a powdery mildew 
encounters in suitable and unsuitable hosts. As already mentioned in the previous 
chapter, (jhe thick papilla or peg on the inside of the epidermal wall which a 
haustorial branch of Erysiphegraminis is seeking to penetrate (Fig. 111) is a product 
of the activity of the cell. Failure to penetrate it, when E. graminis tries to infect 
an unsuitable host, must be due cither to a lack of mechanical boring power on 
the part of the fungus or an increased resistance in the peg as deposited by the 
threatened cell.) It is difficult to conceive how the former of these alternatives 
could be correct, and the latter is by far the more probable explanation. This is 
supported by the fact that in most highly resistant varieties of oats to smut, all 
attempts at penetration are frustrated by the development in the cell wall of a 
pad of cellulose-like substance (Fig. 121). In the less resistant varieties penetration 
occurs, the degree of subsequent mycelial development varying according to the 
grade of susceptibility (34) . Even in so simple a parasite as Olpidium viciae the 
zoospores are prevented from entering uncongenial hosts by failure of their germ- 
tubes to penetrate thickenings formed on the inside of the epidermal wall, though 
in this case it has been suggested that the presence or absence of repellent or 
attractive substances within the cell plays a part (,6) . Erysiphe graminis from wheat 
will only grow on the older leaves of Ilordeum sylvaticum when inoculated on the 
uninjured epidermis near a wound, susceptibility here being clearly conditioned 
by physiological factors affecting the epidermis. Similarly it is only in suitable 
combinations of parasite and host that infection from apple scab conidia leads to 
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12!. Infection of susceptible and resistant varieties of oats with the smut fungi CstHago 
oienat and ( sntogo koUert. A. (•rr enae. showing fusion of sp«.ridia. B. l \ kollcri, a threc- 
day infection on the susceptible ' Markton \ by strain * C, *. showing no host reaction. C, 
' Kit ot strain l. on Arena slngosa, a susceptible oat. after 3 weeks; note the hvphae 
in the growing point (systemic infection). I). strain * C, ’of T. kultcri, showing initial stage 
of penetration, after 2 days. E. the same, after 3 days, showing host reaction in the form 
of a deposit around the penetrating hypha. checking infection ,n this * resistant * host. F. 
-tram „| ( . "venae on Arena Ungoui, resistant to it. but showing mvcclium near stele of 

mesocotyi (photos by \\ estern. Ann. .-i/>/>. Biot.) 
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nutritional depletion of the underlying cell contents. Furthermore, in the penetra¬ 
tion of the epidermis of the roots of some orchids by the Rhizoctonia- type of 
mycorrhizal endophyte, the walls at or near the point of entry of the infecting 
hyphae may become greatly thickened (up to 6 or 7 f i thick) by the deposition of a 
suberin-like substance, and a sheath of a similar substance may be formed around 
the hyphae that have entered the epidermal cells, and seems to prevent their 
further growth. These are reactions of the threatened cells. In the rust or mildew 
haustorium in the cell of an unsuitable host, it is again the reaction of the host cell 
to the invader that is the decisive factor in determining whether the cell is killed 
(hypersensitiveness) or the haustorium, and often a short length of the hypha from 
which it is given off dies from the absorption of something toxic to the fungus. 
Even in the cases in which the invading mycelium is simply starved out through 
failure to reach its food inside the cell, the factors involved concern the receptivity 
of the host and not the aggressiveness of the parasite, which up to that stage is 
living on the food reservesof the spore, and starts haustorial development presum¬ 
ably with the same energy in unsuitable as in suitable hosts ,l ". 


Influence of the Cell Membranes 

The receptivity of the host depends in part on the composition of the cell 
membranes, in part on that of the cell contents. Parenchymatous tissues with 
unthickened walls are, in general, the most easily dissolved by the enzymes of the 
fungus, or the most easily penetrated mechanically. It is generally accepted that 
the penetration of internal walls is largely due to enzymic action, but this appears 
to be by no means universal. CoUetotrichum lindemuthianum , causing anthracnose 
of French beans (Part II, p. 603), penetrates not only the epidermis but also the 
underlying cortical cells of beans by a process which seems to be largely mechanical, 
and it is only about too hours after entry that there is evidence of enzyme action 
m the cell walls. Fusarium conglutinans also seems to penetrate the cortical cell 
walls of cabbage roots by mechanical pressure. In the attack of Pythium de 
baryanum on potato-tuber tissues it has been demonstrated that there is a correla¬ 
tion between the resistance of the tuber tissues to mechanical penetration and their 
resistance to the passage of the fungus, while in Sclerotinia laxo on plums the 
softening of the fruit tissues that occurs as they ripen has been considered to be 
the cause of their increased susceptibility at this stage. In the soft-rotting fungi, 
in general, it is probable that enzymic dissolution of the walls is the main means 
of advance, and the same is true for bacterial pathogens. The composition of 
the wall is of great importance in such cases, as will be further illustrated in 
the section on morbid anatomy and histology. Walls that have undergone 
secondary thickening, those of lignified tissues, or those impregnated with suberin 
are much more resistant to solution than those that are unaltered. In many 
parasites (not in all) attacking the wood of plants the hyphae can only pass from 
cell to cell through the pits in the walls, the rest of the lignified wall offering an 
impassable barrier. So also the lignified tissues of the bundles in leaves may 
check the extension of leaf parasites and cause angular spots limited by the veins, 
as in the hop mildew (Part II, p. 879), or linear lesions, as in yellow rust of wheat 
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(Part II, p. 352), or the sharply defined white stripes on sugar-cane leaves caused 
by Xanthomonas albilineans. 

Suberised walls oppose the passage of fungi whose offensive weapon is their 
enzyme system. Suberisation may perhaps also play some part in resistance to 
mechanical penetration, but it does not seem to be correlated with lenticel infection 
in potatoes resistant to common scab <36) . Similarly, though the strains of cabbage 
highly resistant to Fusarium conglutinans are the only ones in which the walls of 
the cortical cells of the root become suberised in advance of penetration, the 
reaction is not constant. The fungus readily enters through the root tip and cortex 
of the young root and the hypocotyl in resistant varieties, but its limitation to 
the outer cells in these, whereas in susceptible varieties the vascular system is 
reached, is not thought to be due to histological factors. So also there is no sign 
of the formation of reactionary cork in the seedling roots of the tea plant attacked 
by the rhizomorphs of Armillaria m el lea, and the thrust of the tip of the rhizo- 
morph is sufficient to break through the normal periderm of the older root (,7) . 
Amongst the parasitic leaf-spot diseases there are several in which no reaction 
to the advance of the parasitic mycelium other than the killing of the cells can be 
detected, as in celery leaf spot due to Septoria apii-graveolentis (Part II, p. 630) 
•where the spots are not bounded by a ring of cork but often merge gradually into 
the sound tissues U) . On the other hand, the readiness with which cork forms, 
appears to be of real importance in limiting the attack of many parasites, especially 
those of the roots, stems, and branches of woody plants ; in the tobacco varieties 
resistant to 7 lue/aviopsis basicola the path of entry of the fungus through the rup¬ 
tures caused by emerging lateral roots is rapidly closed by mcristems in the 
pericycle, a reaction which occurs much more slowly in susceptible varieties <J) . 
Still more evident is the value of cork cambium in the cicatrisation of wounds so 
as to preserve them from the action of rotting organisms. There seem to be many 
intermediate stages of efficiency in cork barriers, from the wholly effective to the 
useless. Mature cork is not readily penetrated by many fungi, as is clearly seen 
in apple and pear scab fungi ( Vent aria inaequalis and V. piritia) in which work at 
Bristol has shown that the parasite progresses most freely where it can outflank 
the cork, or finds gaps in it (Fig. 122). In pear scab especially the fungus can 
penetrate cork in progress of formation, so that successful shoot infections occur 
to some distance behind the shoot tip and small stromata develop below the 
earliest formed phellogcn. New ‘ wound ’ cork is formed inside these stromata 
before the end of the summer but may fail to reach the perimeter of the lesion 
and unite with the normal cork there in time to form a barrier completely surround¬ 
ing the stroma before growth ceases. No new cork is formed during the winter, 
but the fungus extends through the gap thus left and develops a ring of subsidiary 
stromata around the primary one. These form spore-bearing protrusions as early 
as January, and during the next few months flakes of bark are forced away by the 
pressure from below and the spore-bearing stromata exposed ,2I> . The generally 
similar course of events in apple scab is sometimes disturbed by invasions of the 
scab pustules by the apple canker fungus Xectria galligetia (Fig. 106 d) which 
develops so rapidly around the scab lesion in the spring that a sunken area of about 
5 mm. in diameter, with the scab pustule in the centre, may be formed before 





* ?,Cl 1 22. —Infection in relation to cork barriers. Apple scab (I 'eniurin inaequalis). /I, section of 
six-day-old infection on shoot of variety Lord Suffield ; the fungus has formed a pseudo- 
parenchyma below the cuticle, and is In-ginning to invade the epidermal cells ; cork formation 
by the epidermis has not yet started. B, a three-week-old infection ; the fungus has ruptured 
the cuticle and is producing spores ; cells in the cortex below the fungus are dividing pre¬ 
paratory to forming a cork barrier. C. a section } in. from tip of the shoot ; the fungus has 
formed a stroma about 100^ thick, spreading peripherally beneath the bark ; at the surface, 
conidiophores are producing conidia. and at the base may be seen partially digested cortical 
cells, and below them a cork barrier with its phcllogen ; note, on the right, a small patch of 
fungus not enclosed by the cork barrier. D, section of shoot; in the centre, the blackened 
remains of stroma of previous year, with dead cortical cells and cork layer below ; one sub¬ 
sidiary pustule lies below the cork layer, and two others on either side, the one on the right 
having broken through the bark, and forming spores ; no cork barrier formation has yet 
started below the subsidiary pustules (from original drawings by Marsh & Walker, J. Pomology, 
by permission of the Editor) 
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cork checks development. Unless the tree is sufficiently vigorous to form a cork 
barrier around the lesion before the wood becomes infected, the canker fungus 
penetrates to the deeper tissues and produces a canker of the normal type involving 
the wood. I he canker fungus is less able to penetrate cork in the early stages of 
its formation than l enturia and it seems to find the scab lesion a suitable point 
through which to establish itself rapidly in the tissues during the growing season <35) . 
During the winter months, when cork formation is suspended, the direct inoculation 
of superficial wounds with .V. galligena sometimes succeeds, but on growing 
shoots in the spring and summer it mostly fails. 

I he activity of the cork phellogcn which is formed below the cut surfaces of 



1-10. 123.— Infection of leaf and stem of Scots pine by l.ophodcrmiutn pinastri. A, a germinating 
ascospore (in prune juice); note the vesicle. B. section across needle-leaf showing the fungus 
in the sub-stomatal cavities, and advanced destruction of the mcsophyll ; the fungus is crossing 
the endodermis by penetrating between the radial walls, thus reaching the pericycle and 
phloem. C, longitudinal section of basal part of a dwarf shoot infected with the fungus. "« ,h 
dense deposit of black substance. D. radial section of a young stem invaded by the fungus 
from such a dwarf shoot as C ; the fungus traverses the cortex, living cells of the medullary 
rays, phloem, cambium, and the xylem, by means of the rays, thus finally reaching the medulla ; 
three insets of the fungus in the tissues indicated. E. basal part of an infected dwarf shoot 
which has developed normal cork layers, before fall of the shoot (after Jones, Ann. Bot.) 
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potatoes differs from one variety to another (‘ Majestic ’ and 4 King Edward 
for instance, show delayed activity), and the suberised deposits that accumulate 
in the cells nearer the wound and that promote the formation of a phellogen may 
be broken if the cut surface is allowed to dry quickly, and still more if exposed to 
sunlight. The loss of cut 4 setts ’ from fungal and bacterial rots can often be 
traced to these delayed or faulty healing processes. The reaction of the presence 
of parasites resulting in wound cork formation will be further considered under 
the head of morbid anatomy (Chapter VI). The suberisation (‘ Casparian strip ') 
of the endodermis of roots is an effective barrier to the passage of some fungi. 
The best marked example of this, not however in a normal parasitic fungus, is 
the absolute restriction of the Rhizophagus- type of mycorrhizal endophytes to the 
cortical layers outside the endoderm. Good examples are also found in the 
water-melon wilt caused by Fusarium tiiveum , which, as already mentioned, reaches 
the central cylinder usually only when the hyphac have entered the root tip before 
the endodermis has developed, and in the seedling blights of maize caused by the 
Fusarium stages of Gibbere/la moniliformis , and Gibber a!la zeae (Part II, p. 396). 
in which there is evidence that the endodermis in the mesocotvl and in the primary 
radicle acts as a barrier to the hyphae and that its efficacy, as determined by the 
degree of suberisation, is correlated with resistance to these diseases in some 
varieties of corn <“>. Lophoderium pinastri (Fig. 123), however, appears to be 
able to cross the endodermis of pine needles by passing along the radial walls to 
undergo intracellular development in the phloem and sometimes also the tracheids 
of the wood. Not only are the needles cast off in the normal way by the formation 
of a band of cork at the base of the dwarf shoot, but a deposition of a black sub¬ 
stance by the fungus, in the same place, also brings about a casting off of the shoots, 
but the substance is not able to prevent the hyphae from passing down into the 
stem Oj). 

Influence of the Cell Contents 

Leaving the conditions of receptivity based on the membranes of the host, 
a much more obscure set of factors concerning the cell contents must be considered. 
Many efforts have been made to determine the existence of chemical substances, 
the presence or absence of which in the cells impedes or furthers the advance of 
the parasite. Some light on these may be obtained from the distribution of the 
hyphae of endotrophic mycorrhizal fungi which avoid cells containing chloro¬ 
phyll, or resin, or crystals of calcium oxalate. Those of orchid roots rarely extend 
to the tubers, apparently because of the presence in the latter of a thermolabile 
toxin, which is, however, inactive against the allied Rhizoctonia solani. Tannin 
has been supposed to be an important substance in checking the growth of the 
hyphae, as also has, more recently, some phenolic derivative of tannin present in the 
cell vacuoles. But it is hard to get positive evidence of their action. Tannin 
inhibits the growth of some fungi, but in the 4 esca ’ disease of the vine the Basidio- 
mycete, Fomes igniarius (Part II, p. 949), to which the disease is attributed, grows 
best in culture when supplied with pyrogallic acid and only penetrates the wood 
of the host plant after tannin has accumulated in it. Young vines with little tannin 
appear to be immune from this disease, but if the tannin content is increased 
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(as occurs in certain soils), or if the variety is one naturally rich in tannin (Vitis 
rupestris ), infection may pursue a more rapid course. An intensive study of the 
tannins found in species of currant (Ribcs) y which differed markedly in their 
susceptibility to the rust Cronartium ribicola, showed that the quantity present in 
the cells gave no measure of their reaction to the rust, but qualitative differences 
were found, and nothing is known regarding the influence of these (23) . As to 
phenols and phenolic compounds, while some inhibit the growth of most fungi, 
others stimulate it at dilutions not much greater than those which cause inhibition. 
A concentration of a phenol solution of 200 p.p.m., considerably stimulated the 
growth of the germ-tubes of Puccinia graminis tri/ici, whereas at 600 p.p.m., 
germination and growth were completely inhibited. Many of the phenolic sub¬ 
stances found in plants have little or no toxicity to some of the fungi tested. Thus, 
even though tannin and phenolic compounds can hinder the advance of parasites 
in the tissues of plants, their effect is by no means universal. The success of the 
parasitic relationship between the leaf cells of oat plants invaded by the mycelium 
of crown rust (Puccinia corona/a) was shown in Louisiana to depend on the libera¬ 
tion of phosphoric compounds from the host for the benefit of the fungus <,,a, . 

Similarly, the relation of organic acids found in cells to susceptibility or 
resistance to parasites, which has been often believed to be close, appears to he 
so only in certain cases, if at all. It is possible to influence the acid concentration 
in the cell sap by mineral nutrition without, in many cases, having any apparent 
effect on their receptivity to a parasite. Furthermore, numerous attempts have 
been made to correlate the resistance of certain varieties of a given host with the 
acidity of the extracted sap, with such discordant results as to throw doubt on the 
\ reality of the relationship. On the positive side are cases where correlation has 
been found in fruits between the changes in acidity that occur during ripening, 
or the difference in acidity in different varieties of a fruit, and susceptibility or 
resistance to fungi parasitic in the fruit tissues. The progressively increasing 
susceptibility of apples during ripening to various apple-rotting fungi runs a 
course parallel to progressive diminution in the acidity of the sap. Negative 
results are more frequent. Several attempts have been made to correlate the reaction 
of resistant and susceptible varieties of cereals to rust with the acidity of their 
expressed juices, in general without success. It is possible to alter the hvdrogen- 
ion concentration of the juices by various external factors to a greater extent than 
the inherited variations in acidity found in different varieties of the host, as by 
liming the soil, which lowers acidity, or by checking the growth of the plant or 
inducing debility in various ways which increase it, without finding any regular 
trend of reaction to the rust according to the greater or lesser acidity. So also 
there is a regular curve of acidity during the growth of wheat from the young 
seedling to maturity which is not followed by the curve of rust reaction, whether 
in susceptible or resistant varieties. The high acidity resulting from severe infec¬ 
tion with Erysiphe graminis is accompanied by increased susceptibility to wheat 
rust, but that from etiolation by lessened susceptibility; light may be the controlling 
factor here, for wheat subjected to short day length and reduced light intensity 
becomes increasingly resistant to Puccinia triticina ‘- la \ while grass rusts produce 
much smaller sori in darkness than in light (2 <\ So also the reaction to bunt of 
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susceptible and resistant varieties of wheat was not found to be correlated with 
the titrateable acidity of />II value of their juices. 

Sugars have been considered to he important factors in tissue reaction to 
invasion, but no differences could be found in wheat varieties resistant to, as 
compared with those susceptible to Puccinia « minim's in this respect. An indirect 
influence of the type of sugar formed from the endosperm during the germination 
of wheat and maize has, however, been established in the seedling blight of these 
crops in the United States caused by CihbercUa c roe. Open-pollinated maize 
seedlings are susceptible to blight at soil temperatures below 24 C\, at which 
they are low in hexose and soluble polysaccharide (e.g. cellulose) building material, 
but high in pentoses and soluble nitrogen. In resistant strains a similar low level 
in membrane-building substances and rise in total pentosan does not appear until 
tne temperature falls below 12 C\, and at such relatively low temperatures for 
maize the resistance of the strain breaks down. Resistance and susceptibility in 
this case appears to be correlated w ith the composition of the cell walls. Below 
24 C. in the open-pollinated, and 12 C. in the resistant strains the walls remain 
long in the easily hydrolysable pectic condition, while at about 28 C. and 16 
respectively, they become rapidly thickened by the deposit of cellulose upon the 
pectic framework ; in the resistant seedlings also, suberin is found in abundance 
in the cortical cell walls, whereas it is scarce or absent in the susceptible ones. 
The conditions in wheat as affected by temperature are, in general, the converse 
of those in maize. There is also some evidence that at a much later stage of parasit¬ 
ism a correlation can be traced between resistance of the tissues to mechanical 
penetration and fructification of the fungus. In rusts some of the factors which 
limit the formation and rupture of the uredosori seem to be the thickness of 
the cuticle, the amount of hypodermis formed, and the isodiametric shape of the 
epidermal cells <*>>. 

Similarly, attempts to correlate the germination and germ-tube growth of the 
uredospores of Puccinia gram in is /rilin' in total extracts of the juice with the ob¬ 
served resistance or susceptibility of the variety of wheat from which the juice 
was derived, have failed. In a series of experiments in Canada the inhibitory 
effect of the extracts varied from day to day, but though there was a fairly constant 
difference in the deleterious action of the extract from certain varieties, this was not 
correlated with their resistance to the rust. In the cabbage wilt (‘ yellows ’) caused 
by Fusarium conglutinans there is no constant difference in the effect on germination 
of growth of the fungus in culture between extracts from highly resistant and 
susceptible varieties. Cases have been reported, however, in which positive 
correlations have been found in the behaviour as a culture medium for certain 
parasites of the extracted cellular juice, according as to whether it has been taken 
from a resistant or susceptible host. This has been reported for maize with 
I'stilago zeae <26 \ and for flax with Fusarium Uni ( - 7 ‘. It is very questionable 
whether these effects are not due merely to the presence in the resistant hosts 
of some straightforward substance toxic to the fungus such as is well known to 
occur in timber. The durability of the heartwood of many trees is due mainly 
to certain extractives soluble in water, alcohol, or benzol which are formed as the 
sapwood is changing to heart wood, and are toxic to wood-destroying fungi. It 
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is possible to grow many of these fungi on woods which normally do not support 
them, provided the wood block is subjected to lixiviation in hot water before 
inoculation so as to remove substances antagonistic to the growth of the fungus in 
question. Serious decay was found to result from the attack of wood-rotting 
fungi on the heartwood of Thuja plica/a only when the hot-water extractable 
matter was under 5 per cent, by weight of the block »• »>■ In the fla5_w.lt 
caused by F usarium dwi there is reported to be a higher percentage of a glucoside 
giving rise to hydrocyanic acid on hydrolysis in the resistant than in the susceptible 
varieties, and this has been suggested as the cause of the difference. In the very 
interesting case of the resistance to onion smudge (Colletotnchum circmans) of 
the varieties of onions with coloured bulbs while those with white bulbs are 
susceptible, it has been found that the former contain protocatcchuic acid and 
catechol, and that their resistance is due to the presence of these two compounds. 
In the other plants which this fungus can attack, resistance is shown by the forma¬ 
tion of infection pegs which often succeed in barring its entry ; but onions do not 
show this reaction, and their resistance, when present, depends on the cel 
contents «'*• ,8 \ Various other onion and garlic bulb parasites have been found 
to be inhibited in their spore germination and growth by extracts from the coloured 
bulbs, while extracts from white ones had a lesser effect or none (Helmmthosponum 
allii , Fusarwm ccpac , Botrytis allii, etc.). The coloured bulbs were found to 
resist only those parasites which attack the outer scales where the pigment and its 
associated toxic substances are located ; when infection occurs through wounds 
leading to the inner white scales, successful infection results. 

The effect of grafting resistant and susceptible varieties of plants upon one 
another might he expected to throw some light upon the nature of the factors 
concerned with reaction to disease, and especially their movement within the plan. 
Unfortunately the influence of stock and scion upon one another’s reaction 
disease has shown, what was already evident from other lines of investigation, 
that the factors involved are different in different cases. In some it seems c ca 
that the substances responsible for resistance or susceptibility do not pass rea i 
through the plant. Grafts of potatoes susceptible to and immune from wa 
disease are readily effected, but each component retains its inherited rcac i 
unchanged. Even in graft hybrids it has been found that the component aye 
maintain their reaction to certain parasites without modification. 

In several diseases of fruit trees, however, the influence of the roo * 
on the susceptibility of the scion to various diseases is well marked. I c 
on apple scab of some of the well-known East Mailing series of root-stocks 
been frequently reported and there is some evidence that the disease can emo^ 
easily controlled by spraying or dusting on trees worked on certain stoc s 1 a ” 
others. Similarly, it has been found‘that Cox’s Orange Pippin and &tii8 
Castle apples worked on the root-stocks * XVI * and 4 XIII ' were more susceptm 
to canker (Nectria galHf'cna) than any other stock. Stock ‘ XVI * also seems o p 
dispose the scions of several varieties to apple mildew ( PoJosphacra lcucotrtcW) • 
Even the susceptibility of the fruit to the storage rots caused by flo/ryW. 
cillium, Fusarium , Phomapsis , and other weak parasites can be similarly affect Qn 
the stock ; Bramley’s Seedling apples are more resistant when the scion i 
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stocks ‘ IV ’ or 4 VI ’ than on ‘ Y * or * X 


In plums the number of recoveries from 


‘silver-leaf’ disease ( Stereum purpureum) is significantly higher when the scion 
is worked on common plum stocks than when on myrobolan stocks ; in one test 
lasting for ten or eleven years, 20 out of 23 of the former and 2b out of 41 of the 
latter recovered ( ". Victoria plum trees have also been found to be more sus¬ 
ceptible to the bacterial canker caused by Pseudomonas mors-prunorum (Part II, 
P- 75 ^)* when worked on Pershore and Denniston (iage. than on stems of President, 
Purple Egg, and Utility. In the United States, cherries on Mahaleb stocks seem 
to resist infection by the 4 buckskin ’ disease better than those on Morello or 
Mazzard stocks. In the opposite direction apple stocks grafted with Lord Derby, 
Lane’s Prince Albert, or Worcester Pearmain scions are much more heavily 
infected with crown gall (Bacterium tumefacuns) at and below ground-level than 
those bearing Bramley’s Seedling. The causes of these stock-scion influences 


are quite obscure. 


Though the above catalogue shows that only rarely has it been possible to 
correlate the different grades of receptivity of the host to a parasite with special 
chemical substances present in or absent from the tissues, this must not be taken 
to imply that there is any doubt regarding the existence of such substances. There 
is abundant evidence that the cells contain materials which either permit or prevent 
the development within them of a specific parasite The absence of the particular 
substance may be as important as its presence. The clearest cases are found in 
the early stages of infection in fungi that can enter unsuitable as readily as suitable 
hosts; the only explanation of such a fact as that the zoospores of Synchytrium 
endobioticum can freely enter the epidermal cells of ‘ immune ’ varieties of potato 
but cannot develop sufficiently to cause a wart and only remain alive for a day or 
two in the cells which they first entered, then shrinking and dissolving, is that 
the cell either has something deleterious to the fungus or is lacking in something 
necessary to it. What these substances are is usually unknown, or even whether 
they are nutritive, or affect chiefly the enzyme apparatus of the parasite or the 
balance of osmotic pressures as between fungus and host cells. There is evidence 
>n favour of each of these possibilities. A strong solution of pectinase enzyme 
m limited quantity can be rendered inert by some property of living tissue, while 
a rust can have its infection intensity accentuated when the leaf is borne on a stem, 
the cut base of which is immersed in a solution of sugar, or when the leaves, cut 
after infection but before the appearance of sori, are placed in a 2 per cent, sugar 
solution. It is difficult to separate the enzymic from the nutritional influences 
of the cell contents in such cases, and the distinction, so far as the intracellular life 
of the parasite is concerned, may be more apparent than real, for one of the major 
functions of the enzymes is, no doubt, to render the substances that they act upon 
m °re suitable for the nutrition of the parasite. It is, therefore, of little consequence 
whether the sugar solutions act by direct feeding of the parasite or by stimulating 
•ts enzymic system or giving the enzymes a more suitable environment for their 
activity. Some investigators attach great importance to the effect of osmotic 
pressure in favouring or hindering parasitism. It has, indeed, been suggested 
that parasitism is only possible when the fungus can maintain a higher osmotic 
pressure than that of the sap of the host cell ,,4> iZ) . 
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The presence of one parasite in a plant has sometimes been found to influence 
the activity of another. This may well be due to changes in the cell contents 
caused by the first parasite, changes which increase or diminish the activity of the 
second. Bearing in mind the differences in the enzyme armament of different 
fungi, it is not surprising to find that simultaneous infection by two or more fungi, 
or a successive attack by secondary parasites in the wake of a primary one, may 
produce results at variance with those given when each parasite acts alone. In 
combinations of two or more of the citrus parasites Diplodia natalensis , Colleto- 
trichum gloeosporiodes , Phomopsis (Diaporthe) citri , and E/sinoe fawcetti tested on 
healthy orange trunks in Florida in 1912 this was very evident, for some of the 
combined inoculations killed the trees in a few weeks, a much more severe result 
than any could produce alone (b) . So also lemons can be rotted much more rapidly 
at certain temperatures by a mixed infection with blue mould (Penicillium italicum) 
and green mould (P. digitatum) than by either alone, while the addition of Oospora 
citri-aurantii accelerates decay at most temperatures <29) . Pink root of onions 
caused by Phoma terresfris in America is accentuated by Fusarium malli which is 
often found following the Phoma in field outbreaks (,0) . The resistance of the leaf 
of certain varieties of wheat to particular physiologic races of Puccinia triticina 
may be broken if the leaf is infected with ICrysiphe gramiuis. This has been ob¬ 
served in Warden wheat with ‘ form 9 ' of the rust in the United States and in 


Malakoff, Webster, and Democrat with several forms at Cambridge. The action 
extends through the leaf, although the mildew infects only cells of the epidermis, 
often those of the opposite surface to the rust pustules. Experiments have shown 
that liquid solutions in which mildew conidia had germinated stimulate the 
germination of the rust spores, so that it is possible that there is a passage of 
some rust-stimulating substance from the epidermal cells containing haustoria of 
E. gramiuis into the mesophyll where the rust mycelium is situated. Similarly, 
susceptibility to Puccinia g/umarum may be increased if the wheat is infected by 
bunt. Thus the moderately resistant Little Joss wheat became susceptible at 
Cambridge when previously infected with bunt. In the more resistant American 
Club variety, however, bunt did not increase susceptibility to rust, probably 
because, as in the action of certain fertilisers in increasing susceptibility to rust 
the very resistant strains of the host do not receive enough of the modifying 
influence to change their reaction from resistant to susceptible. In this case 
the modifying influence must act at a distance, for in the mature wheat, bunt 
is largely confined to the apical region of the shoot, while yellow rust occurs 
on the leaves and cars. In Australia it has been found that the presence of i r °~ 
cystis tritici in wheat seedlings increases injury from the seedling blight caused > 
Fusarium culmorum , and vice versa. In one test, combined inoculation with tic 
two fungi caused a mortality of 37 8 per cent, as compared with 3 6 per cent, an 
i-8 per cent, for V. tritici and F. culmorum used alone ,0) . Smutted oats are sai 
to be more susceptible to rust than non-smutted, while virus infection is common > 
believed to increase the injury to potatoes caused by blight. Sometimes, however, 
the occurrence of a particular parasite reduces the activity of others, as in severa 
of the lemon-rotting fungi which show lessened aggressiveness in the presence o 
Botrytis cinerea. This is possibly due to causes similar to those which reduce t ,e 
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virulence of some soil parasites when certain soil-duelling organisms are also 
present. 

It has already been shown that many parasites can only effect an entry into 
specific parts or organs of the host. In their subsequent life also they may 
be similarly restricted. Sometimes the parasitic mycelium is only capable of 
growth in young or embryonic tissues. In some of the cereal smuts, for instance, 
the mycelium cannot continue its growth unless it early reaches the multiplying 
cells of the growing point (Fig. 121, C) ; otherwise it gradually disintegrates. 
Invasion of the whole plant by Peronuspura parasitica is usually found only in 
seedlings ; in older plants the fungus is often restricted to the young inflorescences 
(Fig. 83) or the stem galls caused by (.'vstopus Candidas. The frequent association of 
these two fungi (Part II, p. 635) on some hosts is well known. In maize smut also 
the mycelium is confined to young tissues, but if the plant has been exposed to 


ether or heated to 70 C., total 
The separation of the in¬ 
fluence of the cell contents 
from that of the membranes 
is somewhat unreal, for as was 
shown above with the seed¬ 
ling blight of maize, modifi¬ 
cations in the membrane may 
only reflect previous condi¬ 
tions in the cell contents. 'This 
holds good also with the 
sheaths that develop around 
many haustoria, and the in¬ 
fection pegs that so frequently 
appear in response to the 
attempt of an invasion hypha 
to enter a cell. Particularly 
good examples of infection 
pegs are given when seedlings 
grown in diffused light and 
high humidity are exposed to 
the attack of certain of the less 
specialised facultative parasites 
(Alter naria , Cephalosporium , 
H elminthosporium, Diplodia , 

* etc.) which show greatly ac¬ 
centuated powers of penetra¬ 
tion and a much wider host 
range than is ordinarily seen 
"hen the hosts are grown 
under more normal condi¬ 
tions ( J*>. The pegs develop 
on the inner side of the wall 


invasion may result. 



Fic. 124.—Penetration of root-cortex of wheat accom¬ 
panied bv swellings of inner wall of the entered cells to 
form 1 lignitubersin infection by Ophiobolus gramiuis. 
Note that lignitubers arc developed more in the larger 
cells than in the smaller cells, entered by the fungus 
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of epidermal and deeper tissue. cells, each 
marking a point of entry or attempted entry 
by a hypha. The wall in the neighbourhood 
is also often thickened beyond the limit of the 
pegs by the deposition of membrane-building 
substances between the outer plasmatic mem¬ 
brane of the protoplast and the secondary 
lamella of the cell wall. The pegs formed by 
the more aggressive parasite Ophiobolusgraminis 
(Figs. 124, 125) are sometimes mainly com¬ 
posed of lignin with a little suberin and have 
been termed 4 lignitubers * <7) , but they do not 
always give lignin reactions (,0) , and it seems 
probable that they may or may not undergo 
secondary modification (lignification and sub- 
erisation) according to the speed with which 
penetration is effected. In most cases it seems that these reactionary deposits 
are not composed of unaltered cellulose, but their exact composition is unknown. 

I he same presumably applies to the 1 cellulose sheaths ' deposited around the 
intracellular hyphae of systemic Phycomycetes (such as Peronospora pulveracea 
m Hellebo'us, and Sclerospora in cereals), maize smut, etc., and also to the wall 
thickenings referred to on p. t 37 . All these are formed by the protoplast and not 
by the pre-existing cell wall <'*>. 

Whatever be the explanation of the variations in the receptivity of the host 
to a parasite within its tissues and of the consequent specialisation of parasitism 
that is found in all groups of parasites, facultative as well as obligate (though not 
in every member of the facultative group), the factors which are involved are 
concrete. Susceptibility and resistance to a parasite are in large measure inherited 
characters. I he laws governing their inheritance are the same as those governing 
other characters of the host. Sometimes they are as simple as the simplest type 
known to the geneticist, sometimes complex, but in all cases in which heritable 
resistance has been fully worked out it is possible to relate it to the presence or 
absence of one or more genes for this character. It has even proved possible 
to locate the position of the gene for resistance to physiologic form 4 3 ’ of maize 
rust in a plant homologous for the dominant factor for resistance to this form. 
It was found to be situated in the tenth (shortest) haploid chromosome. There 
are also indications in certain maize strains that the position of the genes responsible 
for reaction to smut ( Usti/ago zeae) has been identified u8 '. The environment 
can, it is true, greatly influence the intensity of a disease ; it can even modify the 
inherited reaction, of particular races of plants to it as will be seen in the next 
chapter, but in most cases it has a limited action in that it merely heightens or 
lowers the relative inherent resistance to the disease in question.’ The type of 
receptivity which determines whether a variety will, or will not, be attacked by a 
given parasite and which governs specialisation of parasitism is not easily changed 
in kind by external conditions. The breeding of resistant varieties of crops, 
which is so valuable a means of controlling plant diseases, is based on this fact. 



Fig. 125.—Lignitubers formed bv 

Ophiobolus graminis in the deeper 
tissues of the root (photo by 
Robertson) 
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The Genetics of Host Plant Resistance to Disease 

Factorial analysis of the character of resistance or susceptibility to disease has 
been successfully accomplished in a number of cases by the crossing of varieties 
of the plant in question, and all kinds of combinations have been found. The 
first case investigated, that by Biffen in 1905, showed that the inheritance of the 
resistance or susceptibility to his strain of Puccinia g/nmariim (Part II, p. 357) 
in the wheats he tested followed a simple Mendelian ratio for single factor dominance 
of susceptibility. Subsequent work by many cereal pathologists and geneticists 
has shown by systematic hybridisation that the inheritance of resistance to this 
and other cereal rusts is not constantly dominant or recessive nor governed by a 
constant number of factors. Thus at Halle in Germany resistance to P. g/umarnm 
in spring wheats was (as at Cambridge) recessive and due to a single factor, but 
with winter wheats it was dominant and due to more than one factor. In other 
German work with 18 physiologic races of P. g/umanim on wheat, a type of absolute 
immunity is distinguished from relative resistance and is said to have been domin¬ 
ant and unifactorial in all the crosses in which it occurred, whereas relative resist¬ 
ance may be due to more than one factor and be dominant, intermediate, or recessive. 
The forms of the rust could be arranged in groups, all the members of which 
behaved similarly in the reaction they produced in the progeny of the crosses 
tested. Reaction to the group was inherited as a unit but might be quite indepen¬ 
dent of reaction to another group. 

Against Puccinia gram in is tritici, on which most work has been done in the 
United States, there may be one or more factors inherited as dominants or re- 
ccssives. In one series of investigations, the evidence obtained indicated that the 
variety Hope had a single dominant inhibiting factor for near immunity, Marquis 
and Reliance had a dominant factor for susceptibility. ‘ H 44 carried both these 
dominant factors and the resistant Ceres carried the double rcccssives. In another 
series, when the highly resistant Hope was crossed with the moderately resistant 
Marquillo, the inheritance appeared to depend on three or more factors and those 
for resistance of the Hope type did not appear to be allelomorphic to those for the 
semi-resistance of Marquillo. In this cross there were indications of linkage or 
association in the reaction to the rust of seedlings and mature plants, but in others 
these characters were independent. The factors for resistance to different physio¬ 
logic races of the rust, as to those of P. g/umarum and of most other parasites with 
specialised races, may differ ; some varieties of wheat, especially some durums 
and emmers, are resistant to a considerable number of forms. Evidently, there¬ 
fore, the appearance of physiologic races not previously known in the area may 
render nugatory the breeding work which had previously been carried on in that 
area with a view to the development of rust-resistant varieties. Thus, in Australia, 
where up to 1926 only six physiologic races of P. graminis tritici had been found, 
breeding against these had resulted in the production of several rust-resistant 
commercial wheats. Then form ‘ 34 * of the rust rapidly spread throughout the 
country ; it had evidently been recently introduced and proved capable of attacking 
all the wheats commercially grown. Breeding against it had at once to be under¬ 
taken and has again resulted in the selection of resistant varieties. Two other 
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forms, ‘ 11 ' and ‘ 59 * have since appeared, but as they behave like ‘ 34 ’ in the 
wheats bred against the latter, their occurrence is not so serious. In this work it 
was found that, whereas the resistance possessed by certain of the parent varieties 
to the six earlier forms (which behaved like a single unit) was conditioned by two 
dominant genes, cumulative in their effects, susceptibility to form ‘ 34 * was 
dominant. 

The factors controlling resistance of wheat to bunt are equally complex. Thus, 
m the west of the United States three main factors for resistance have been dis¬ 
tinguished and have been termed the Hussar, Martin, and Turkey factors from 
certain resistant varieties containing them. The Martin factor shows absolute 
dominance, the other two relative dominance. But at Halle in Germany the 
resistance of the wheats tested there to German races of bunt was found to be 
recessive and due to several factors, while in Australia also a recessive factor for 
resistance has been found. The genetics of resistance to the loose and covered 
smuts of oats have also been extensively investigated. In the western United 
States the existence of three dominant factors for resistance to covered smuts, any 
one of which prevents successful attacks, has been demonstrated in hulled oats. 
In the eastern States, while in some crosses resistance to covered smut was domin¬ 
ant and dependent on a single factor, in one at least it appeared to be recessive. 
In some cases there was evidence that resistance to loose smut was due to the 
same or a closely linked factor. An interesting observation was made in crosses 
between two entirely resistant varieties when it was found that 25 per cent, of 
the 1*3 progenies were smutted with L'sti/ago avenae. This suggests that the two 
parents had complementary factors for susceptibility which, when brought together, 
induced liability to smutting. In Canada the study of inheritance of resistance 
to covered smut in one cross indicated that it was governed by two factors, a 
dominant one which, when homozygous, conferred a high degree of resistance and 
a weaker supplementary one giving only partial resistance when homozygous. The 
work at Halle indicates that in Germany resistance to loose smut of oats may be 
due to one, two, or three dominant factors. 

I he breeding of wart-immune varieties of potatoes has assumed great import¬ 
ance in all countries, like Great Britain, in which the disease has become established. 
In this case it is a fortunate circumstance that there is a considerable number of 
varieties of potatoes that are practically immune from the disease and new ones are 
constantly being produced by breeding and selection. Several studies have been 
made of the genetics of this character, but the results have been variously inter¬ 
preted. Many of the immunes appear to be heterozygous and segregate on sclfing 
or inter-crossing into 3 immunes to 1 susceptible, on a single factor, immune 
dominance basis. Crossing of immunes with susceptibles gives varying results. 

I here appear to be several factors for resistance, differing in potency. Very 
ingenious hypotheses have been advanced to explain the action of these ; it is 
suggested, for instance, that the reaction is governed by three factor-pairs of 
different potency, and that it is only when the cumulative value of these exceeds a 
certain degree, which can be expressed numerically, that resistance is manifest. 

On the other hand, breeding against potato blight, the cause of which, Phyto- 
phthora infestans , is not strictly an obligate parasite though having many points 
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of resemblance to one, has proved to be very difficult. The mode of inheritance 
of resistance to the disease is variable, dominant in some crosses, recessive in 
others, but usually showing much irregularity and evidently depending on inter¬ 
acting, cumulative or duplicate factors. Some of the complications have been 
attributed to the polyploid nature, not only of the potato (tetraploid), but of some 
of the other species of Solatium, such as the immune Solatium ilcmissum (hexaploid), 
which have been used as parents. Polyploidy will also account for some of the 
complications that have been met with in the breeding of wheat and oats for disease 
resistance. A number of physiologic races of F/iytop/ithoia injislaiis have been 
recorded in Germany, and those that have appeared in Britain have seriously inter¬ 
fered with the breeding work. It is possible that the occasional occurrence of sexual 
reproduction in this fungus may be responsibly for some of these races, and somatic 
mutation or saltation for others. 

In another type of obligate parasite, breeding has been successful in producing 
wheats resistant to Erysiphe graminis. In some crosses in the United States a 
single dominant factor for resistance to particular forms of the fungus has been 
found, but in others the single factor was recessive. Experiments with Erysiphe 
polygoni on peas in Sweden indicated the presence in a cross between an immune 
and a susceptible variety of four cumulative factors for susceptibility. 

Turning to the inheritance of resistance in facultative parasites studies have 
been carried out in several diseases caused by Deuteromycetcs in which marked 
differences in reaction to the disease are known in different varieties of the 
crop concerned.^ The species of I'lisarium that cause vascular wilts arc often 
narrowly specialised in their parasitism. The wilt known as ' cabbage yellows *, 
caused by F. conglutinans, has been very fully investigated, and homozygous 
resistant varieties of cabbage have been bred in the United States, which show 
complete immunity^ The resistance to ‘ yellows ' is dominant and due to a 
single factor which seems to be the same in different sub-species of Brassica 
oleracea , e.g. cabbage) wild cabbage, Brussels sprouts, and kohlrabi. But there 
is strong evidence that modifying factors for resistance occur in some of the 
resistant varieties that have been found ; in these heterozygosity is shown by 
the behaviour of progenies of selfed plants and the resistance of the variety tends to 
break down under certain conditions. In the bean anthracnose, caused by Colleto- 
trichum lindemuthianum , work at Halle in Germany showed that in the varieties 
and physiologic races tested, resistance was dominant and governed by three 
factors. Similar work at Halle on the stripe disease of barley caused by Hel- 
ninthosporium gramineum also indicated that resistance against this disease is 
dominant and caused by more than one factor. Resistance to an allied barley 
parasite, II. sativum , was found in certain crosses in the United States to depend 
on at least three factors, each of which was linked with certain morphological and 
pigmentative characters. 

In a few cases the inheritance of resistance to bacterial diseases has been 
investigated. The resistance of cotton to Xant/iomonas malvacearum in a cross 
between the fully susceptible Sakel type and a resistant type of American Upland 
was found in the Sudan to depend on two dominant cumulative factors which can 
be separately inherited and only produce their full effect when both are combined. 
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Modifying factors were found in the American genotype. In the bacterial wilt of 
maize caused by Xanthomonas steuarti resistance was found in the United States 
to be dominant and probably due to two major complementary genes, with per¬ 
haps a third modifying one. The factors involved in reaction to the bacterial 
wilt of lucerne, however, proved to be so complex that genetic analysis was not 
found practicable in preliminary studies. 


Acquired Immunity 

It has been shown above that there are many types and grades of resistance 
to disease in plants. In certain types the resistance is due to a reaction of the cells 
or tissues of the host to invasion by the parasite. The hypersensitive reaction, 
by which, for instance, a cereal becomes immune from rust, only occurs after the 
parasite has come into close contact with the internal tissues. It is natural, there¬ 
fore, that the question whether there is in plants a type of induced or acquired 
immunity, such as is so important a factor in animal and human pathology, should 
have received much attention. 

I he organisation of plants is much simpler than that of animals in the sense 
that each component part is less closely linked with, and less dependent for its 
functioning on, the integrity and well-being of all the other parts. There is no 
central nervous system, no blood or lymph streams, and every living part has, 
or may have, within it the capacity to regenerate the whole plant. Analogies 
drawn between what occurs in animal disease, where any local disturbance or 
localised necrosis may have rapid repercussions on distant parts, and disease in 
a plant where an organ such as a leaf or branch may be lost with little or no effect 
on the rest, must necessarily, therefore, be limited in measure. Unless one of 
the vital channels of translocation, such as the phloem, or the main water supplying 
system is involved, what happens in a localised plant tissue is of little concern to 
the plant as a whole ; the ' fevers ' of plants, though these are known, are limited 
to the region around the exciting cause (s - «>. 

In the majority of cases where the resistance of a plant to a disease can be 
heightened by artificial means, such as drainage of the soil, use of balanced fertilisers 
and so on, it is probable that some cause of weakness in the plant is being removed, 
so that normal vigour is being restored. The difficulty here is to know what 
constitutes normal vigour and the normal behaviour of a given plant to a particular 
disease, for without knowing these, it is uncertain whether resistance is being 
heightened or weakness removed. If increased resistance due to an acquired 
immunity similar to that conferred on animals by vaccination or serum treatment 
can be induced in plants, it should be possible to do so in diseases which can develop 
vigorously in plants that are growing luxuriantly as, for instance, in those caused 
by many rusts and other active parasites (see p. 180). If this immunity depends 
on the development of antibodies, as in induced animal immunity, evidence of 
the presence of these should be given when the plant is reinfected after a short 
lapse of time. 

In spite of claims to the contrary, no good evidence of the existence of anti¬ 
bodies elsewhere than in the immediate vicinity of the site of infection by fungal 
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or bacterial parasites appears to exist. It has been claimed that in rusts and powdery 
mildews of perennial plants (e.g. coffee rust and oak mildew) a certain degree of 
resistance is conferred by a severe attack in the preceding year. As such an attack 
will result in early leaf-drop, the immunising effect would have to be far reaching 
for the newly formed leaves to show it in the following year. There is, however, 
no evidence of the development of immunity from diseases of this type, even in 
the immediate neighbourhood of the first infections. On the contrary, the first 
infection in many diseases, from potato wart and blight to the cereal rusts, is the 
more rapidly followed by new infections in the neighbourhood, the more actively 
the fungus develops and produces new spores; except where the tissues have 
actually been injured by the first attack, the secondary ones are not less vigorous. 
As to the inducement of systemic immunity in perennial plants, there is no evidence 
of it in scab of apples or pears, leaf-curl or rust of peaches, hop mildew, or other 
diseases of orchard or garden crops, where if such a systemic induced resistance 
occurred it would be most likely to be noticed. 

In experiments to determine whether antibodies are formed in response to 
introduced antigens, as in many animal and human diseases, discrepant results 
have been obtained by different workers. Some have found that a first infection 
with the crown gall organism prevents the development of galls on re-inoculation 
on the same stem to a varying but often considerable distance. Others have quite 
failed to obtain similar results. Even w here success has been reported, the sugges¬ 
tion has been made by some of the investigators that it is due, not to a formation 
of antibodies, but to autolvsis or to the presence of a bacteriophage in the cultures 
used for inoculation. Similarly, several investigators have succeeded in conferring 
immunity on plants by vaccination or other preliminary treatment with an attenu¬ 
ated strain of the parasite or with the culture media in which the latter has grown, 
l'hc most important experiments have been carried out with Botrytis cinerea , 
the attack of which was found to be prevented or reduced when the host plant was 
watered with the culture solution in which the culture had been grown. Not 
only have such results failed of confirmation by other workers, but it seems to be 
going beyond the evidence to regard them as comparable with the use of antigens. 
Similar results were obtained with an aqueous extract of Hehwithosporium sativum 
on wheat, but subsequent work showed that extracts of various other fungi and of 
Pseudomonas fluorescens had the same effect. There seems, therefore, to be no clear 
proof of the existence in plants of systemic antibodies in the sense used in animal 
immunology (agglutinins, precipitins, lysins) and other explanations of the above 
recorded effects must be sought. 

Some of the most positive indications of the occurrence of acquired immunity 
at a distance from the infecting organism have been obtained from observa¬ 
tions and experiments in the mutualistic association .(symbiosis) of fungi and 
bacteria with roots, encountered in orchid mycorrhiza and in the root nodules 
°f the Leguminosae. The most recent study of the defensive mechanism in 
orchid mycorrhiza gives no evidence for or against the existence of antibodies. 
While the results may well be interpreted as due to the presence of a thermolabile 
toxin, it is considered that this substance need not be of the nature of an antibody. 
Similarly the repression of parasitic activity of the nodule bacteria, which has been 
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attributed by some investigators to antibody formation, can be neutralised, at 
least in lucerne ,?2a \ by cutting off the carbohydrate supply, as by growing the 
plants in the dark, when the organism becomes an active parasite. It is easier 
to suppose that the organism remains non-parasitic so long as it receives carbo¬ 
hydrate nutrition from the above-ground parts of the host, but, when this is cut 
off, seeks it by dissolving the cell walls, than that its activity is due to antibody 
formation. 

At the same time, none of these considerations tells against the possibility of an 
intracellular localised acquired immunity. Indeed there seems to be good reason 
for supposing that substances having the characters of antibodies can be formed 
in cells in response to their invasion by a parasite. What the substances are that 
check the development of certain parasites in the tissues of resistant hosts is usually 
unknown, but there is evidence that they are, sometimes at least, formed in re¬ 
sponse to invasion even when, as in ‘ hypersensitive * plants the capacity to form 
them is inheritable. There is evidence also that, in some cases, the repressive 
action is delayed, so that the parasite can make some progress in the tissues of 
resistant hosts before it is checked. Antibody formation is not the only hypothesis 
that might explain such cases, but it is a possible one. In view of the differences 
in organisation, it would not be expected that such an intracellular formation of 
antibodies would be followed by their transmission to other parts of a plant, as 
occurs so often in animals, and the failure to demonstrate induced immunity 
outside the vicinity of infection does not weaken the possibility of an intracellular 
reaction. 

It is a remarkable fact that the only cases in which it has been fully demonstrated 
that infection can lead in plants, as in animals, to immunity from subsequent re¬ 
infection occur in the most completely systemic plant diseases that are known, 
those due to viruses. It is now well established that in several virus diseases, such 
as that caused by the ‘ X ’ virus in potatoes, a previous ' vaccination ’ will confer 
immunity against a later attack, even when the second infection is with a much 
more virulent strain of the virus. Similarly, in the 4 curly top * virus of tomatoes 
apparent recovery sometimes takes place and new shoots arc produced that appear 
to be free from the disease ; clones from these are resistant to further infection 
although they have been proved to carry the virus and to be able to transmit it to 
healthy plants. Many of the diseases of this type appear to infect every part, and 
probably every living cell, of the plant, and it seems to be perfectly feasible to 
explain the results in terms of an acquired intracellular immunity ; this is the 
more so, in that it has been found, in cases where the virus is not completely 
systemic, that the immunity produced by the first infection is limited to the parts 
of the plant actually reached by the virus. 

Analogies between animal and plant diseases must be limited within com¬ 
paratively narrow bounds and sought mainly in intracellular pathology. Induced 
immunity in plants, in the best authenticated cases as in the virus diseases, is an 
intracellular phenomenon, perhaps of the same order as the natural resistance 
shown by the cells of resistant hosts when invaded by a rust fungus. There is no 
a priori reason why the reaction should be confined to invaded cells, and the move¬ 
ment of viruses, hormones, and the like, shows that complex substances can pass 
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from cell to cell, but there is little good evidence that the antigenic action, if one 
exists, spreads beyond a very limited range. On present knowledge it seems to be 
very doubtful whether any close analogy can be established between the means 
employed by animals and plants in their fight against parasitic diseases. 


1. Brooks, F. T., and Brenchlev, G. H.: 1935 - . 7 - Pomology, xiii, 135. 

2. Cartwright, K. St. G. : 1941- Forestry, xv, <>5. 

3. Connnt, G. H. : 1927. Miner. J. Hot. xiv, 457. 

4. Cunningham, H. S. : 1928. Phytopath, xviii, 717. 

5. Eglits, M.: 1932. Phyto. Zeitschr. v, 343. 

6. Fawcett, H. S. : 1913. Rpt. Fla. Agric. Exp. Sin. (1912). No. 65. 

7. Fellows, H. J. : 1928. J. Agric. lies, xxxvii. O47. 

8. Findlay, W. P. K. : 1938. Emp. For. J. xvii, 249. 

9 - Geach, W. L.: 1932. J. Court. Sci. in Jus. lies., Austr. vi. 269. 

10. Hansen, H. N. : 1929. Phytopath, xix, 691. 

11. Hashioka, Y. : 1938. Trans. Sat. Hist. Soc., Formosa. 

11 a. Humphrey, H. B., and Dufrenoy, J. : 1944. Phvtopath. xxxiv, 21. 

12. Johnson, B. : 1932. Amer. J. Hot. xix, 12. 

13- Jones, S. G. : 1935. Ann. Hot. xlix, 699. 

14- Kelley, A. P. : 1940. Science, xci, 290. 

15- Klcbahn, H.: 1925. Zeitschr. J. Pflanzenhr. xxxv, 15. 

16. Kusano, S. : 1936. Jap. J. Hot. viii, 155. 

17. Leach, R.: 1937. Prvc. R. Soc. Ser. B. exxi, 561. 

18. Link, K. P., and Walker, J. C. : 1933. J . Hiol. Client, c, 379- 
19 - Liidkc, M.: 1931. Phyto. Zeitschr. lii, 341. 

20. Lutz, L.: 1930. Hull. Soc. Myc. Je France, xlv, 261. 

21. Marsh, R. W.: 1933. J. Pomology, xi, 101. 

21 a. Newton, M., and Johnson, T. : 1941. Can. J. Res.. C. xix. 121. 

22. Nusbaum, C. J., and Keitt, G. W. : 1938. J . Agric. lies. Ix\i, 595. 

23. Offord, H. R.: 1941. U.S. Hur. Ent. E. Hull. 518. 

24. Pohjakallio, O. : 1934. Suomen Maatal. Seuran Julka, xxv. 1-94. 

25* Pole-Evans, I. B. and M.: 1922. Nature. London, 2762. 48. 

26. Ranker, E. R. : 1930. J. Agric. Res. xli, 613. 

27. Reynolds, E. S. : 1931. Ann. Missouri Hot. Crdn. xviii, 57. 

28. Saboc, L. C., and Haves, H. K.: 1941- J • Amer. Soc. Agron. xxxiii. 4'* 3 - 

29. Savastano, G., and Fawcett. H. S. : 1929- J■ Agric. Res. xxxix. 1O3. 

30. Sharvellc, E. G. : 1936. Ibid, liii, 81. 

31. Storey, I. F. : 1941. Ann. App. Hiol. xxviii, 219. 

32. Thatcher, F. S. : 1939. Amer. J. Hot. xxvi, 449. 

32 a. Thornton, H. G. : 1930. Proc. Roy. Soc. B. evi, no. 

33 - Voorhees, R. K. : 1934. J. Agric. Res. xlix. 1009. 

34 - Western, J. H.: 1936. Ann. App. Hiol. xxiii, 245. 

35 - Wiltshire, S. P. : 1922. Ibid, ix, 275. 

36. Wingerberg, F. : 1933. Ktihn-Areh.'xxx iii, 258. 

37 - Wormald, H., and Harris, R. V. : 1937- HP*- E - Mailing (1936). 188. 

38. Young, P. A. : 1926. Amer. J. Hot. xiii, 502. 


F 2 



THE INFLUENCE OF ENVIRONMENTAL 
AND NUTRITIONAL CONDITIONS ON PLANT DISEASES 


Meteorological Factors 

The paramount influence of climate on the prevalence of parasitic diseases of 
crops has been recognised since the earliest times. The obvious relation between 
weather and such diseases as potato blight or vine mildew could not fail to be 
noticed alike by growers and plant pathologists. But the analysis of this influence 
is not easy, for the interplay of different factors leading to a heavy outbreak of 
disease, or enabling a parasite to gain entrance into, and to spread within its host, 
is such that exact methods for determining the effect of each constituent in the 
presence of the others are required ; and they are seldom available. 

Meteorological factors may act on the parasite or on the host or on the two 
when brought into association (in scientific jargon, the 4 host-parasite complex ’). 
Temperature, humidity, light, and nutritional conditions are the chief of these 
factors affecting plants. Their effects on fungal cultures in the laboratory are a 
matter of everyday observation (Figs. 126 to 130). Temperature is the most 
pronounced in its action, and the heat or cold of the air or of the soil in which a 
crop and its parasites are growing may be decisive in determining the presence 
and the amount of a disease. Many crop parasites are limited in their distribution ; 
they fail to become established when introduced into areas where either the maxi¬ 
mum or minimum temperatures reached, or the seasonal fluctuations, are such 
that they cannot survive. This is sufficient to explain why smut has not obtained 
a permanent footing in the maize crop of southern England and the Channel 
Islands or in the Egyptian crop of onions, nor potato blight and wheat bunt in the 
hot plains of India. Even heavy artificial inoculation has failed to induce wheat 
bunt at Pusa, while onion smut was reported in 1926 to be unknown in the Gulf 
States though constantly distributed to them on setts from the northern United 
States. 

Humidity appears to act less frequently as a limiting factor in the distribution 
of parasitic fungi, though, combined with temperature, it is responsible for the 
exclusion of citrus scab (Elsinoe fawcetti) from the Mediterranean region and 
California <ls) ; however, moisture is all important in the annual fluctuations in 
the numbers of individual parasites and their spores. Light, the third of the 
meteorological factors affecting plants, is of much less significance in controlling 
the actual distribution of fungi than either heat or moisture, but it is sometimes 
concerned in the development of sporing stages and hence can be a factor m 
dissemination, while shade and the length of day are occasionally important in 
the incidence of disease. 

*58 
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Do. 126.—Influence of temperature on fungal growth. Fusarium dianthi on Brown’s medium. 

Incubation, 3 davs. A, relative size of colonics at 5 C. ; /*. at 10 C. ; C, at 25 C. ; I), at 

30’ C. * ' 

Variations in one environment factor may alter the action of the others. 1 hus, 
it has been found that no single temperature could be considered to be the optimum 
for growth of any of eight species of wood-rotting Basidiomycetes when tested 
on different good nutrient solutions The same seems to hold for strains of 
Actinomyces scabies from potatoes ,50 '. Similarly, the range of humidity over 
which a fungus will grow is greater the more nearly the fungus is kept to its 
optimum temperature for growth and this also extends its p\\ range, as in Pomes 
annosus <««>, while its temperature range is greatest when the humidity is near 
its most favourable point <«>. Indeed, it seems that when any one of the factors 
that influence growth rate is changed so as to lessen the rate, the resistance of the 
fungus to the other factors is also decreased. 

It might be expected that comparison between the plant diseases of areas with 
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Howwi C ' imateS ' VOuld bc difficul ‘ because the host plants would not be the same. 

c Zate . ^ f ° r ‘ he Wild P ,ants is m -ch less true of the major 

select,nn d OP h /u* have bce " sub J ec,ed to long periods of artificial 

Wheat anH ^ T ** gr “ tly ,0 ex,cnd ,heir original geographical range. 

Wheat and potatoes, for mstance, are grown over very considerable ranges of 

climate, their present adaptation to which sometimes pays tribute to the remarkable 

skill of the plant breeder. Their 

parasites, on the other hand, have not 

been subjected to the same human 

influence, and they have had to follow 

the hosts as best they could. In the 

larger continental areas, such as the 

United States and India, the wheat, 

sorghum, maize and potato areas are 

much wider than the areas in which 

certain of their parasites are found. 

Still there are a good many parasites 

whose range is greater than that of 

certain of their hosts (the ‘ damping 

off' fungi, Pythium and Rhizoctonia , 

for instance). Furthermore, even 



I-IC. 128^-Composition of the culture medium. 
On Richard’s solution (no agar), six days* in¬ 
cubation at 20 3 C. A, the colony filling the 
entire dish on the complete medium, the car¬ 
bohydrate being sucrose. B, without the 
carbohydrate. (F. dianthi) 
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Fig. 129.—Effect of changing the source of nitrogen in a medium containing maltose, magnesium 
sulphate, potassium dihydrogen phosphate. .d. plus ammonium chloride. H. potassium nitrate. 
C, asparagin. ( F . Jianthi ; at 20 C. ; six-day incubation) 


when host and parasite are both present it is by no means certain that disease- 
will occur, for the host may prove to be resistant under the local climatic con¬ 
ditions. Tomatoes inoculated with the wilt-producing I'usarium bii/bigciium ear. 
lycopersici showed no symptoms of wilting when the air temperature was kept 
down to i7°C., though the fungus will grow at considerably lower temperatures 
than this and though the roots were penetrated by it; when the soil was warmed 


to the optimum for the disease (about 
27° C.) root infection was heavy but 
visible wilting still did not occur provided 
the air was cool 18 '. In England this 
fungus causes wilt only during periods 
of high temperature (above about 80 ; F.), 
the usual cause of tomato wilt being 
Verticillium albo-atrum and !’. dahliae 
(Part II, p. 669) and the disease develop¬ 
ing most rapidly about 22 c C. (71 0 F.) 
when due to these < 6) . 

In Chapter 111 the influence of various 
environmental factors, including tem¬ 
perature, moisture, and light, on the 
germination of fungal spores has been 



mentioned and their significance in the 
pre-penetration stage of a parasitic attack 
stressed. The effect of these factors on 
the actual progress of a disease remains 
to be briefly considered. As already men¬ 
tioned, the conditions prevailing within 
the crop (the ‘ microclimate ’) may be 
much more important than those shown 
by the standard meteorological equip- 


FlG. 130.—Scaling of the medium and incidence 
of spoliation. A culture of Fusarium sp. 
showing concentric rings of spore formation. 
At the centre, growth at the start is fairly 
even, with even distribution of spores. 
Later, the growth of the fungus outwards 
into the medium sets up zones of sterile 
mycelium with alternating sporulating zones, 
as intermittent staling of the medium in the 
zones occurs. Other fungi produce asimilar 
concentric effect in cultures when exposed 
to alternation of light and dark 
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meat in their influence on spore production and germination. This is equally true 
at times for the later stages, when the parasite has become established in the host. 

Temperature 

The influence of temperature upon the inception and course of a parasitic 
disease, that is upon the host and parasite in their communal life, is not necessarily 
the same as that upon either of the two when living alone. Conditions that are 
favourable to the one may be equally, or more, or less favourable to the other, 
while sometimes both are found to withstand conditions which prevent the 
development of disease. The often delicate balance that is established between 
host and parasite may be upset by temperature variations. A cold snap in summer 
may be followed by an outbreak of rust in wheat, or onion mildew may come out 
to the surface of the leaves to form an efflorescence of fructifications in a systemic- 
ally infected variety when warm and moist (‘ muggy ’) weather sets in. In several 
of the seed-borne diseases or those caused by infections from the soil, the climatic 
conditions at the time of sowing may determine whether the crop will be injured 
or not ; the correlation between low soil temperature during germination and 
the incidence of bunt in wheat has been frequently observed. Some examples 
of the influence of temperature on particular diseases will, perhaps, best illustrate 
the kind of effect that may be produced. 

The disease known as ' sore shin ’ of cotton in Egypt is caused by the almost 
ubiquitous soil fungus, Rhizoctonia solatti. The damage done by this disease, 
which often necessitates re-sowing, is usually restricted to the seedling stage. 
Once cork forms, damage ceases. Both parasite and host plant have similar curves 
of accelerated growth with rising temperature, ceasing about 37 0 C. In the fungus 
the cessation of growth appears to be due to auto-intoxication or ' staling ’ from 
the products of its own metabolism. At lower temperatures these are formed 
too slowly to inhibit growth, but at about 33 0 to 37 0 they form too rapidly to be 
outgrown. At 33 0 the cotton is near its optimum temperature for active develop¬ 
ment, and can form defensive cork rapidly. The early sown Egyptian crop at 
the end of February or March finds temperatures of, say, 20° to 25 0 which enable 
the fungus to penetrate the root and pass from cell to cell, destroying the tissues 
before its toxic products have time to accumulate. At about 33 0 , in the later 
sowings in April or May, the parasite is checked after producing only a small 
scar, occluded by wound cork. At 37 0 not even a scar is produced. A cold spell 
of only a few days in May, however, will cause the death of many seedlings. In 
the greater heat of the Sudan at cotton sowing time, sore shin is negligible. Thus, 
in this disease temperature in the early seedling stage influences the attack by its 
action on both host and parasite, though mostly on the latter <3) . 

Another very striking case of a similar influence of temperature is found in 
the seedling blight of maize and wheat caused by GibbereUa zeae (Part II, p. 4 01 )’ 
in the United States. The corn (maize) belt extends much further to the south 
than wheat can grow successfully, but not so far north as wheat. It was noticed 
that the southern part of the maize belt and the northern wheat areas escaped this 
disease. It was found by experiment that the favourable soil temperature for 
infection of maize was between 8° and 20° C., infection being most severe between 
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12 0 and 16 0 . With wheat, on the other hand, infection occurred between 12 and 
28°, but was most severe about 24'. The fungus can grow normally over a wide 
temperature range from 3 to 32 , though its optimum for growth is about 24 
to 28°. Spring wheat is favoured by a temperature range of about 16 to 20°, 
winter wheat about i2 c to 16', and maize about 24 to 28 . Hence seedling 
blight is found in both crops when they are grown outside their optimum tempera¬ 
ture range, wheat too far to the south, maize to the north. Histological and 
biochemical studies of the roots have shown that, at the low temperature for maize 
and the high temperature for wheat, the cell walls remain for a considerable time 
in the primary pectic condition, easily penetrated by the hyphac. Under the 
converse conditions the cell walls are rapidly thickened by deposits of cellulose 
on them, so that they are less readily penetrated by the fungus. '1 he metabolic 
processes responsible for this variation in development have been referred to 
above (Pathogenesis II, p. 139). In this example the influence of temperature on 
the disease acts mainly through the host plant. 

In a crop such as wheat, cultivated through long ages in many climates, it is 
possible to group the races into ecotypes adapted to extremes in the climatic 
range of cultivation. Tests in a collection of such ecotypes near Leningrad have 
recently shown that those from northern regions wintered well and resisted the 
attacks of the 4 snow mould ’ fungus, Fusarium nivale (Caloncctria grammico/a) 
(Part II, p. 479), while those from the south were badly attacked 

Unfortunately it is not possible to generalise from these examples. Other 
root diseases of wheat are favoured by temperatures near the optimum for its 
root development and are absent when the soil temperature is higher, unlike 
seedling blight. 4 Club-root * progresses most rapidly and severely in cabbage 
roots in soil at about 20° C., the optimum for growth of the roots. Furthermore, 
in a seedling disease of swede turnips in which a species of Pythium was concerned, 
the pre-emergence killing by this fungus was greatest at low soil temperatures 
(about 6° C.), whereas the damping-off of the seedlings after emergence was 
greatest at 23 0 when pre-emergence deaths were at a minimum ,2, \ The delayed 
emergence at the lower temperature is a likely reason for the enhanced mortality 
at this stage. 

A simple temperature effect appears to be the heavy mortality of spruce 
seedlings in nurseries in some parts of Central Europe in June from attacks by 
both Pythium de baryanum and Fusarium bulbigenum. The latter does little harm 
below about 30° C., whereas the Pythium is active above about 15 0 . At 30° both 
are destructive (42) . 

A temperature effect of great importance in some parts of the world is the 
prolongation of the incubation period of certain diseases, especially the rusts, by 
low temperature. The over-wintering of the cereal rusts Puccinia glumarum , 
P- triticina , and P. dispersa (but not P. graminis ) is attributed to long incubation 
periods in the mycelial stage within the autumn-sown plants, especially when these 
become covered with snow, as regularly occurs in Russia. Even in P. graminis , 
which is seldom found to survive in this manner, experiments in the United 
States showed that its first sori only appeared after about 70 days at a tempera¬ 
ture of o° to i° C., while they are occasionally seen in midwinter in France. 
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I here is some evidence that high temperature may have a similar effect, for the 
incubat'on period of the uredo stage of P. graminis may be prolonged in the hot 
weather in India from the usual 10 or 15 to 35 days. 

in yCarS ’ a " d L pa l rt i eular, y in ' 935 . spring frosts caused serious reductions 

in, .Iff Cr °?’ wh,Ch Cd the M,n,str y of Agriculture to institute an enquiry 
into the effect of meteorological factors on the distribution of frost damage «° *>. 

win l f VaS , ''pu ‘ lat Sprmg fr ° S,S " ere of two main kinda - radiation-frosts and 
wind-frosts. These occur ,n the proportion of about two radiation-frosts to one 

I ™, , S - , A rad ' at,on frost has the following characteristics. It occurs 

only on a calm clear night, when there is insufficient wind to stir up the air layers, 
and no cloud to blanket the earth. The hea, in the soil, plants! and air passes 
by radiation into the sky. Relatively cold air that forms on a hillside is denser 
ffian warmer air and moves downhill at about 3 m.p.h., forming a katabatic wind. 

nf r S “ ‘ near h, ! l ' t °P* 3 relat,ve| y " arrn "ind is found, which is the day wind 
persisting at night. Hence a radiation-frost causes cold valley-air and warm hill- 

1™“ made a hi " "hich rose 600 feet above a valley showed that 
field- L 3 Ur< i 1 erencca >2 F. were common in radiation-frosts. In level 
helds on calm clear nights a,r temperature at 3 feet above the ground varies with 

warmer*, T " g K-es rise to the coldest air and bare soil to 

„ “ emperature differences of 6“ F. may be caused in this way. Damage 

““111 l 3 rad, f" on -' rost IS confined chiefl y to valleys and to low fruit trees 
grow mg among long dense grass. Measures which are most likely to prove 
beneficial under these conditions arc the use of orchard heaters, the shortening of 
grass, and covering plants with light screens of hessian. 

n a win -frost the air has been cooled in polar regions to a temperature below 
freezing point and blows across country, usually at a speed of more than 3 m.p.h. 

! here are no k^abanc winds, and the hill air is colder than the valley air at the 

A lin \ f VT CVCFy 300 fCCt ° f aSCCnt ‘ Ve K etal i° n has no effect on these nights. 

A wind-frost damages crops on hills more than those in valleys. Fortunately, 

in e spring t c temperature in a wind-frost is not so low' as that in the more 
severe radiation-frost. Orchard heaters arc not effective in a wind-frost. Straw- 
berries may be covered with hessian ,l0 a \ 

Moisture 

While temperature is the main controlling factor in the geographical distribu- 
ion o iseasc, moisture is probably more important in the local fluctuations of 
diseases xvtthm a particular climate, such as is found in the greater part of the 
British Isles. Not only the total rainfall of a locality or season must be taken into 
account but also the prevalence of fog and dew. The infective process requires a 
degree of relative humidity that is more or less high according to the fungus 
concerned , with the cereal rusts it has to be usually above 92 or 93 per cent., 
with bean rust ( Uromyces appendicu/alus) at or above 95 per cent., but with Erysiphe 
graminis it may e below 75 per cent. The influence of moisture and temperature 
on potato blight will be referred to later (p. 168). 

The wilt of tomatoes caused by Fusarium bulbigenum var. lycopersici has been 
lound to be worst in a moderately damp soil, the'^ffiSSii? being checked when the 
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soil is either very wet or very dry In the very wet soils, at least, the inhibiting 
action appears to be associated with the metabolism of the host, and shows a 
correlation with the absence of nitrate nitrogen ; this absence does not inhibit 
infection but increases the plant’s resistance to the toxic effects of the fungus. 
Infection of wheat by Fusarium culmorum (Part II, p. 389), is stated to be much 
more prevalent in soils with a moisture content equal to 30 per cent, of saturation 
than in those with 50 per cent, or more ; in this case the factors involved are 
thought to be increased aeration of the parasite (a weak one under the conditions 
of the experiments), and possibly injury to the host, at the lower humidity 
The progress of Urocystis occulta in winter rye is definitely expedited in dry soil 
(25 per cent, of the water-holding capacity) ,;n '. 

Several diseases are known to be influenced by the water content of the host. 
This may affect the penetration of the parasite through the surface or its subsequent 
growth in the tissues of the host. The turgor of the cells has a bearing in some 
of these cases. Flacciditv of the leaves hinders infection by the tomato leaf mould, 
Cladosporium fulvum. A lack of turgor may inhibit attack by Botrytis cmerca on 
potato tuber tissues. It also reduces the dissolving action of the pcctinase produced 
by this fungus as well as by a cruciferous strain of R luzoctoma so /am , when extracted 
and used alone. The flooding of the intercellular spaces with water, either by 
injection or naturally (as by driving storms of rain or when high air humidity, 
perhaps accompanied by a fall in temperature, checks transpiration at a time when 
the vessels are water-laden), increases the growth rate of the pathogen and the 
susceptibility of the host in the bacterial diseases of tobacco due to Pseudomonas 
tabaci and Ps. angulata and also in firelight (Pact, amyhvorum) of pear and apple ,A *\ 
This tendency to flooding of the intercellular spaces is increased by low potassium 
and high nitrogen fertilisation. By itself, even without the presence of pathogenic 
organisms, it can cause injury if prolonged, so that its effect on the diseases should 
not be over-rated <«>. Very wet potato tubers kept at a moderate temperature do 
not resist Bot/ytis cinerea well, owing to delayed suberisation ,40) . While, as just 
mentioned, the enzyme from a cruciferous strain of Rluzoctoma so/am was most 
active on turgid swede tissue, the injection of water into the tissues of the swedes 
made them much less susceptible to attack by the fungus itself. I he reason for 
this difference between the action of the enzyme and of the fungus, so unlike 
what occurs in Botrytis , is unknown ,4, ». On the other hand, the moisture content 
of the potato tuber seems to be without effect on the aggressiveness of Alternaria 
solatii. The rate of growth of the potato blight fungus, Phytophthora infest a ns, 
within the tissues of infected leaves is directly proportional to the water content 
of the leaves ; its spores also are produced more freely the higher the moisture in 
the tissues, though, as mentioned in an earlier chapter, their immediate germina¬ 
tion is best secured if they are exposed to a short preliminary period of drying. 

It is not easy to find explanations of the effect of water content of the host 
tissues on the course of a disease that will cover the observed facts. There is 
evidence that certain parasites of the wood of trees are dependent for their activity 
on aeration, which in turn depends on the water content of the vessels. Aeration 
may also be necessary for some of the intercellular parasites. Speed in host 
reaction to attack, as by lignification or suberisation of the membranes, may also 
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he a factor of importance in some cases. But the factors concerned in other cases 
are more complex and are not clearly understood. 

The factors conducive to attack by the powdery mildews, such as Erysiphe 
gram in is have been closely studied in Italy <♦«>. In particular the receptivity 
of the host plant is correlated with the turgor of the tissues. Plants such as 
cereals, oak, rose, and others commonly affected by these fungi are relatively 
resistant to attack so long as their green parts are fully turgid, but when they 
lose turgidity, as from hot or dry air or dry soil, they are readily infected. The 
Erysiphaceae do not differ materially from most other fungi in being favoured 
by humidity, though their moisture requirements for spore germination and 
infection are well below those of potato blight and the rusts. But even in hot dry 
summers, such as that of 1921 in southern England, when mildew was unusually 
prevalent on many plants, there are sufficient cool nights and dew deposits to 
secure a copious supply of conidia, and it is to the succession of hot dry days with 
dry soil and cool nights with increased humidity that outbreaks of this class 
of diseases are attributed. With a limited root system such as may result from 
heavy manuring or high soil moisture during the plant’s previous growth, a 
mere increase in air temperature or dryness may induce flaccidity of the leaves 
even when soil moisture is ample. There are difficulties, however, in explaining 
fully the susceptibility of plants to the powdery mildew on a basis of turgor alone. 
Artificial infections at Cambridge have shown that parasitism can be established 
in forty-eight hours in a saturated atmosphere, and conidial chains appear in ninety- 
six hours <l01 . In India, too, observations have been recorded that the mildew 
on tobacco is frequently restricted to the shaded parts of fields, as under trees, 
though these should be less likely to be affected by conditions leading to loss of 
turgidity in the leaves. Radiation may be a dominant factor in this case. 

Moisture may be a factor of importance in the infection of twigs by the firc- 
blight organism, Bad. amylovorum. The continuous cork barrier formed in the 
cortex in advance of the lesion develops rapidly when moisture is low, as it does 
in resistant varieties of the host, but is delayed when the air is humid or the variety 
susceptible <44) . 

Radiation 

I here is less evidence of the effect of light and radiation on plant diseases 
than of that of either heat or moisture. The intensity and actinic power of sun¬ 
light has been invoked to explain cases of greater prevalence of apple mildew at 
the top of a sloping orchard than at the bottom where the sun only reached late 
in the afternoon, and of oak mildew in exposed situations. The conidia of the 
latter fungus are produced much more vigorously on shoots exposed to the light 
than on those in the shade ,}6) . Continuous artificial illumination throughout 
the whole twenty-four hours will prevent Erysiphe graminis from becoming 
established on wheat, though if the exposure begins after infection is well developed 
continuous illumination is rather favourable to the fungus ,43) . In the other direc¬ 
tion, it has been stated that extremely virulent attacks of Thielaviopsis basicola on 
beans (Phaseolus vulgaris) can be provoked by drastic shading, while shade makes 
mature plants of Hope wheat as susceptible to race ‘ 21 ’ of Puccinia graminis 
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tritici as seedlings in the upper Mississippi valley, where the intense sunlight 
ordinarily confers resistance once the seedling stage of this wheat is past ‘ 2S> . 

In an ecological study of the parasitic fungi of a valley in the Pyrenees up to 
2,000 metres, radiation was found to be the most important factor influencing 
the vertical distribution of the parasites"*'. Here again the oak mildew was 
most prevalent towards the top, as were some of the rusts, while other rusts 
flourished best near the bottom of the valley. Experiments in the United 
States indicate that certain rusts are not affected, while others are diminished in 
their prevalence and intensity, by darkness during and subsequent to the time of 
infection. In ‘ artificial sunlight ’ a six-hour day increased the length of the 
incubation period of Puccinia glumarum on barley, as compared with a twelve-hour 
day, by nine days. High light intensity (960 foot-candles) nearly halved the in¬ 
cubation period found in ordinary daylight with this rust, but prolonging the 
daylight artificially beyond twelve hours caused a normally fully susceptible variety 
to become highly resistant On the other hand, artificially lengthened daylight 
increased the percentage infection of winter rye with the smut l rocys/is occulta 
That light, through its action on the carbohydrate nutrition (photosynthesis) 
of the plant, can have a marked effect on organisms living within the tissues is 
shown in striking fashion by its action on the symbiotic bacteria of the nodules 
of the Legutninosae. As mentioned in Chapter IV, when the host plants are kept 
in darkness the bacteria become actively parasitic in the roots (p. 156). 


Wind''*?' 

Wind is a factor of primary importance in the dissemination of many diseases 
and its significance in the annual recurrence of wheat rust in certain areas in 
North America and India, and in the dispersal of the winged green flics that carry 
certain virus diseases to the potato crops in Great Britain, is discussed elsewhere. 

It has already been stressed that neither the parasite nor its host is ordinarily 
a constant entity, but that both usually consist of populations which vary 
amongst themselves to a greater or lesser degree in different areas. I his affects 
their reaction to diseases. It has been found, for instance, that physiologic 
races of Puccinia glumarum showing similar virulence and rapidity of spread 
under one set of conditions may have quite different epidemiological significance 
under others, owing to variations in the rate of germination of their uredospores 
and in their ability to withstand high temperatures ,sl1 . 

It is obvious that meteorological factors can have very different effects on 
primary and secondary infection in a crop. In the black arm disease of cotton 
caused by Xanthomonas malvacearum , the development of primary infection in 
cotton seedlings, which in nature usually comes from infected seed or contaminated 
cotton debris in the soil, is chiefly governed by the mean soil temperature at the 
time of sowing and for the first few days of germination. The lowering of tempera¬ 
ture as a result of rain at this period may have disastrous effects, but subsequent 
variations in soil temperature arc of little consequence. Primary infection is 
* also higher at soil moistures approaching saturation for the particular soil type ; 
it varies at a given soil temperature and soil moisture with the type of soil. Second¬ 
ary infection, which in nature is frequently the result of driving rain storms, 
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depends on the mean air temperature prevailing during the incubation period of 
the disease. The actual air temperature at the time of inoculation was found in 
artificial inoculations to be unimportant, while air humidity was important only 
during a short period (less than forty-eight hours) following inoculation, in that 
it controlled the time during which the infective droplets persisted on the leaves; 
variations in atmospheric humidity had little direct effect on the disease after its 
establishment. Though light is not a factor likely to be of significance under the 
natural conditions of the areas where the disease is serious, experiments have shown 
that plants kept in total darkness are relatively resistant to black arm infection ,so) . 

The bad epidemic of black rust of wheat in the main wheat-growing areas 
of the United States in 1935 was due to a combination of circumstances. The 
crop in Texas matured late and under conditions of favourable temperature for 
rust and of high humidity <2) . Southerly winds carried the inoculum, which was 
produced over a long period, to the north. Kansas had similar conditions in May 
and June and contributed to the dissemination of the rust northwards (26) . The 
rust over-winters successfully on wheat in Texas and the importance of this focus 
of infection far outside the State boundaries has been discussed in Chapter I. 

A case like this last is straightforward enough, for it depends on the facility 
with which the parasite can reach the host in sufficient numbers and under suffi¬ 
ciently favourable conditions to provoke an epidemic. In other cases it is the host 
plant on which seasonal variations of weather have their chief effect, as in the 
spring infections of apple trees with scab ; tests at East Mailing showed that the 
stage of development of the trees varied much more in different seasons than 
the date of discharge of the ascospores of Venturia inaequaHs , and if spraying is not 
adjusted to meet these variations (the second spraying should be finished before 
the ' pink bud ’ stage) the disease may become established. 

Most of the cases that have been cited above are due to temperature and moist¬ 
ure conditions which directly affect the parasite or its host. Eight and shade 
effects, however, seem to act on the disease as a whole (the ‘ host-parasite complex ’) 
and is it much more difficult in such cases to determine the real causes of the 
result. 

Forecasting Outbreaks of Disease 

Forecasting services have been organised in some countries (France, Germany, 
Italy) in order to notify vine-growers of an impending outbreak of vine mildew 
(Plasmopara viticola) (Part II, p. 833) so that spraying may be undertaken in 
advance of the attack ,7) . They are based on knowledge of the meteorological 
conditions influencing the germination of the spores of the parasite, infection from 
these, incubation in the tissues, and subsequent sporulation. The similar services 
for spraying against apple scab in the United States and Canada are based mainly 
on the occurrence of conditions favourable for the discharge of the over-wintered 
ascospores of the fungus, a source of primary infection of major importance in 
some, but not in all, parts of England. 

Attempts have been made with some success in Holland (24 - 55 ‘ and Eng¬ 
land u > 4l '- 581 to forecast outbreaks of potato blight from its known weather require¬ 
ments. Humidity is the chief of these so far as local fluctuations are concerned, 
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but temperature, which is the main factor in the geographical distribution of the 
disease, also plays a part in its prevalence within endemic areas. Work (mainly 
in the United States) li: ' has shown that the zoospores of the fungus are liberated 
most rapidly and copiously at the rather low temperature for summer time of 
io° to I3°C., and thev swim about in water longer at low than at higher tem¬ 
peratures (24 hours at 1° to 2° C. but only 15 minutes at 24 and rapid killing above 
28°); at high temperatures (up to nearly 30 ) the sporangia mostly give rise to 
germ-tubes instead of zoospores. At still higher temperatures, but yet below 
those that injure the tubers, the mycelium of the fungus is killed ; it cannot be 
maintained in culture above 32 , though within the tissues it can survive short 
exposures up to 40’. Infection from the germ-tubes produced by the zoospores 
can establish the parasitic mveelium within the host in 2! hours from germination 
at temperatures from io° 10*25°, but the growth of the parasitic mycelium is most 
rapid and the incubation period (appearance of visible lesions) shortest at 20 
to 23°. Records obtained by the United States Weather Bureau indicate that 
blight makes its most rapid development when the daily average temperature is 
about 72° F. (22-2° C.). A relative air humidity of 95 per cent, or more for a 
duration of 8 hours is necessary for free production of viable sporangia, and another 
n or 12 hours are required, with free water on the leaves and a temperature 
neither too warm nor too cold, for the germination of the sporangia, the dispersal 
of the zoospores by swimming, their germination, and the infection of the leaf ,M \ 
To secure successful penetration of the leaves they must be kept damp for i 2 

hours at 20 0 to 25°, 2 hours at 15 0 , and 2 i to 3 hours at 10 . 

In the south-west of England, where the attempt to forecast outbreaks of blight 
has been in progress for a number of years, a day is counted as favourable for the 
spread of the disease (which is present to some extent in the fields every year) 
when there is: (1) dew either the night before or in the morning, (2) minimum 
temperature not below 50° F., ( 3 ) sunshine of less than 5 hours, (4) rainfall of at 
least 0 01 inch, (5) relative humidity at 3 p.m. (when experience has shown that a 
high humidity generally indicates high humidity all day) not less than 75 per cent. 
If warm dry weather succeeds such a day no outbreak will follow, but if these 
conditions are prolonged or recur every few days a generalised attack may be 
expected. So important is the humidity factor that in the counties of Devon and 
Cornwall the 3 p.m. humidity alone from late June to September may serve as a 
danger signal of probable outbreaks In Holland the pre-requisites are held 
to be (1) night temperature below the dew point for at least 4 hours, (2) minimum 
temperature about to° C. or above, (3) minimum degree of cloudiness next day 
o-8 or above, (4) rainfall of at least 01 mm. during the next 24 hours «♦'. High 
temperatures such as govern the geographical distribution of the disease in the 
United States and India are not sufficiently prolonged in the British Isles to prevent 
its annual recurrence. 


Soil and Nutritional Factors 

Next to the meteorological conditions of the environment which influence 
plant diseases, those of the soil, its composition, texture, water content and so on, 
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are of the greatest importance. Unlike the weather, which cannot be changed and 
only rarely can be ' dodged ’ by altering sowing dates, soil conditions can be 
modified by cultivation and manuring. Much work has been done on the influence 
of fertilisers on plant diseases and this also requires consideration, though the 
analysis of the factors involved is not less difficult than that of climatic factors, and 
clear-cut results are hard to obtain. 


The Influence of Soil Conditions on Disease 

Soil conditions may affect the parasitic fungi that attack mainly the roots of 
plants (l7 ’. These organisms may be strict aerobes and unable to survive in closely 
textured or water-logged soils, or the soil reaction may be too acid or too alkaline 
for their normal development. Soil conditions also affect to a marked degree the 
host plants, whether by modifications of structure or of physiological function, 
both of which may influence their resistance to disease. This appears to be very 
noticeable in the irrigated orchards and gardens of the Nile Valley, where a high 
water table increases the injury caused to peaches, plums, and apricots by rust 
(Puccinia pruni-spinosae) (Part II, p. 760) and shot hole (Clasterosporium carpo- 
philum) (Part II, p. 776), by Sphaerotheca pannosa (Part II, p. 855) to peaches, 
and by Erysiphe cichoracearum (Part II, p. 644) and Colletotrichum hgenarium 
(Part II, p. 647) to vegetable marrows and watermelons <l6) . 

Of recent years, numerous surveys have been made of the fungi living in the 
soil. Taken as a whole these show that a distinct soil fungus flora can be recog¬ 
nised. Most of the organisms thus repeatedly found are, however, either sapro¬ 
phytes or weak or unspccialised parasites, capable of attacking many hosts under 
suitable conditions but, when the land is fallow, capable of supporting a prolonged 
non-parasitic existence. Several of the damping-off fungi such as Rhizoctonia 
and Pythium belong to this class. In addition, however, many soils contain more 
specialised and more virulent parasites which appear able to support life in the 
soil only for a certain length of time in the absence of their proper hosts. When 
such fungi produce durable spores or sclcrotia they may remain dormant in a 
soil for years, at least ten in the fungus that causes wart disease of potatoes. In 
some parasitic fungi, especially those in tree roots, survival after the death of the 
host may be limited only by the rotting of the roots, which may take years. Closely 
allied fungi, such as different species of the genus Fusarium , may belong to these 
two main groups : some may be true soil inhabitants normally found in the soil 
of a particular region, others arc soil invaders and disappear more or less rapidly 
when the plant whose roots they attack is killed. This failure to survive is pro¬ 
bably due to inability to hold their own against the competition for food, etc., 
of the other soil organisms, as well as susceptibility to injury from metabolic 
products excreted by the latter. The wilt-inducing species of Fusarium mostly 
belong to this second group and hence they can ordinarily be avoided by rotation 
with non-susceptible crop plants. 

Most of the work on the influence of soil conditions on parasitic fungi relates 
to the group of soil invaders. Many of these appear to be favoured by good 
aeration and develop best in open or light soils. This seems to be true of the 
Fusarium parasites, smuts, foot-rotting fungi of cereals such as that causing take- 
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all, the collar-rotting Sclerotinias, and common and powdery scab of potato tubers. 
In some of these it is difficult to secure infection in heavy clays. Reaction is also 
of importance in a number of diseases. Its influence seems to be quite fortuitous, 
that is to say, it is impossible to anticipate on present information and without 
testing whether a particular parasite or type of disease will be favoured by acidity 
or alkalinity. Some of the species of Fusarium that cause vascular wilts and seedling 
blight and root rot of cereals do most damage in an acid soil (/•'. bulbigcnum var. 
lycopersici , F. vasinfectuin , F. culmorum , etc.), others in an alkaline one (/•'. orthoceras 
var. pisi). Potatoes growing in acid soils are most liable to injury from powdery 
scab, those in alkaline from common scab. Even the two common vascular wilt 
diseases of the tomato differ in this respect, that caused by I erticillium albo-atrum 
being favoured by an alkaline soil, while that caused by Fusarium bulbigcnum var. 
lycopersici is worst in acid soils. Other important diseases favoured by acid soils 
are club root of crucifers, wart disease of potatoes, and several tree root rots, 
including that caused by Armillaria mellea. How far the prevalence of certain 
types of root rots in impermeable soils may be due to acidity and how tar to 
accumulations of CO. or toxic substances in these soils is not known. Among 
the fungi favoured by an alkaline soil reaction Ophiobo/us gramiuis is one of the 
most important and most fully studied. The relation in this case affects only the 
parasitic phase of take-all. At Woburn little or no disease occurs at a />H S or less ,,v ' 
and in South Australia it is never severe on neutral or acid soil but often causes 
epidemics in sandy soils at />H 89 . It has been suggested that growth of the 
fungus along the roots is checked in acid soils by the accumulation of respiratory 
carbon dioxide in the neighbourhood of the root, whereas in alkaline soils the 
C 0 2 is rapidly disposed of. In support of this view is the fact that forced aeration 
of acid soils destroys their inhibiting action. 

Another soil condition that may profoundly affect the parasitism of fungi that 
attack underground parts of plants is the above-mentioned competition, or even 
sometimes the antagonistic action of the pre-existing soil inhabiting fungi with 
parasitic soil invaders. The importance of this factor has been particularly stressed 
in studies of the biology and parasitism of Ophiobo/usgramims (Fart II, p. 377) and 
Actinomyces scabies (Fart II, p. 486) in England and of several parasites of cereals, 
potatoes, and flax in Canada and the United States. Potato scab can be reduced 
by green manuring and ploughing in organic material, because of the antagonistic 
action of saprophytic species of Actinomyces and other organisms which develop 
in abundance on the fresh organic matter J4) . A difficulty in infecting wheat 
with the ascosporcs of the take-all fungus was overcome when the seedlings were 
grown in sterilised soil, while in experiments in Canada and England not only 
was infection by this parasite suppressed by the antagonistic action of several 
fungi and bacteria but the filtrates from the cultures in which the latter grew had 
the same effect U9) ; the effect was most marked under acid conditions. 'Phis 
factor rather than C 0 2 accumulation has been held in Germany to explain the 
poor growth of O. graminis in compacted soils <6o> . In Canada also it was found 
that the growth of Helminthosporium sativum in sterilised soil might be completely 
suppressed by the addition of a little unsterilised soil (2J) . This cereal parasite 
appears to be very sensitive to growth inhibition by other fungi in culture, as it 
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was unable to grow on nutrient agar nearer than 15 to 25 mm. from colonies of 
Aspergillus niger and several species of bacteria. Similarly the seed-borne flax 
parasites Polyspora lini and Colletotrichum linicola were shown in Canada, in¬ 
activated to a marked degree when the contaminated seed was sown in natural 
as compared with sterilised soil. The common soil inhabitants of the genus 
Trichoderma have a marked destructive action on some of the less specialised 
hemi-parasites, such as Rhizoctonia solatii and Pythium de baryanum. In the 
United States it has been found that Trichoderma lignorum behaves as a parasite 
on R. solani , its hyphae coiling round those of the latter and killing them. The 
lethal action is due to a substance which can be extracted from the young hyphae 
or obtained by filtration. Filtration has also yielded a crystalline toxin from the 
culture media in which Gliocladium Jimbriatum, a mould antagonistic to Rhizo¬ 
ctonia, was grown. This ‘ gliotoxin ’ has a greater fungicidal effect on Rhizoctonia 
solani and Sclerotmia fruc/icola than copper sulphate and is also bactericidal; 
its elementary formula and molecular structure have been described (M - 57) . 

Of recent years extensive literature ,S5a) has accumulated on the antagonisms of 
micro-organisms — of fungi against bacteria, of fungi against fungi, in mixed 
cultures. The more important investigations are, perhaps, those concerned with 
the action of various Penicillia and Aspergilli in repressing the growth of bacteria. 
Even Penicillium notation , however, the producer of ' penicillin ’, represents a 
highly variable organism, some strains producing the substance in relatively great 
quantities, others producing little. 

The Influence of Nutritional Factors on Disease 

1 he influence of fertilisers and other nutrients applied to the soil on the 
initiation and course of plant diseases is more difficult to assess than that of the 
factors hitherto considered because of the modifications of structure and metabolism 
that may result from differences in the nutrient supplies of the host plant and may 
affect the entry and growth of the parasite. The vast amount of work that has 
been done on the effects of nitrogen, potash, and phosphorus on many diseases 
has added little to the conclusions reached long ago that high nitrogen increases 
susceptibility to many diseases affecting the green parts of plants, while potash 
increases resistance, and the influence of phosphates is variable. Many explanations 
have been given of these actions, some little more than guesses. The factors 
which determine the resistance or susceptibility of the host plant are mostly 
unknown ; they are often intimately associated with intracellular processes, and 
the substances concerned have seldom been identified. Variations in nitrogen 
level seem to act mostly on the cell contents, solutes, amino-acids, or proteins, 
while potash is known to intensify cell wall development and this has been corre¬ 
lated in several cases with resistance to parasitic attack. Actual tests of resistance 
of the membranes to mechanical penetration, as already mentioned, have shown 
a correlation between this resistance and resistance to a parasite. The considerable 
number of cases reported in which discrepant results have been obtained by different 
investigators, or in which no influence of the nutrient on the intensity of the 
disease could be detected, has suggested to some pathologists that other factors 
than nutrition have a preponderant effect. It may be noted that a similar difficulty 
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in obtaining precise and constant data on the influence of nutrition on parasitic- 
diseases has been encountered by human and animal pathologists. 

It has been pointed out that, in endeavouring to determine the influence of 
particular fertilisers on a disease such as rust, varieties of the host plant should he 
selected that are neither highly resistant nor highly susceptible to the parasite 
In a very resistant plant the factors for resistance (possibly some constituents of 
the cell contents) may be present in such quantitative amounts that the modifying 
influence introduced by the treatment is insufficient to effect the change over from 
resistance to susceptibility ; the same quantity introduced into the cells of a 
moderately resistant plant, however, may turn the balance. This consideration 
seems to apply whatever the factors of inherent resistance may be, and equally to 
the reverse change from susceptibility to resistance. It has more than once been 
reported that while fully immune varieties are little, if at all, influenced in their 
reaction by nutritional treatment, varieties that are merely resistant can be modified 
to some extent (e.g. in club root of turnips) ' ;S 

In cases where an influence on parasitic diseases from these three essential 
nutrients has been detected, it has generally been found that the intensity of the 
disease is least when a well-balanced ' complete ' fertiliser is used. 'I hus in 
experiments on potatoes in Lincolnshire it was found that the highest percentage 
of healthy plants was given by the ‘ well-balanced ’ plots, and that this increased 
up to nearly double that in plots receiving no manure with increasing quantities 
of the fertiliser, to the limit tested of one ton per acre. 1 he diseases involved were 
blight and some tuber diseases such as those caused by Rhizoctonia so/ani (Part II, 
p. 524) and CoUetotrichum atramentarium (Part II, p. 531). Excess nitrogen 
favoured disease, but this could be counteracted by an adequate amount of potash'"’. 
Other experiments, however, indicate that the increased susceptibility due to 
excess of nitrogen cannot be fully counteracted by any increase in the potash 
supplied. The number of healthy plants increased with increase in the potash, 
but a heavy dressing of phosphate appeared to decrease resistance in a manner 
similar to that caused bv nitrogen. 

In the long-established and classical series of fertiliser experiments at Rotham- 
sted, the high nitrogen plots arc the most susceptible to rusts, and the same is 
true in the plots on the lighter soil of Woburn, which have also been established 
for many years. It is of interest to note that while nitrogenous manuring has been 
observed to increase apple scab in England, grassing down of the orchard diminishes 
it <JS) ; putting an orchard under grass tends to deplete the nitrogen available 
to the trees. Prolonged investigations in the United States and elsewhere indicate 
that, on certain soils and under certain weather conditions, the increased sus¬ 
ceptibility to rusts of wheat receiving an excess of nitrogenous fertilisers is in 
large part due to indirect effects of the fertilisers in increasing the density of the 
stands and lengthening the period of exposure to infection. Similarly with crown 
rust of oats under different manurial treatments, the more vigorous host tissue 
supported a more luxuriant parasitic mycelium, though under a given treatment 
the largest plants had the least infection per unit area of the most severely infected 
leaf Rut on some of the Woburn nitrogen plots, for instance that getting 
only nitrate of soda for many years, the growth of the wheat is far from luxuriant, 
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so that density of stand cannot he responsible for the increased rust susceptibility 
observed in this case. \\ heat and barley mildew, Erysiphe gram inis , is also worst 
on the nitrogen plots at Woburn, especially that getting nitrate of soda, and in 
general it has been found that the powdery mildews resemble the rusts in their 
response to fertilisers. In water cultures, also, it has been found that both rust and 
mildew are worst when the quantity of nitrogen required for healthy growth is 
doubled or trebled, and this occurs whether the nitrogen is given as sodium 
nitrate or ammonium sulphate (47) . Ammonium carbonate, however, was found, 
in Italian experiments, to be much less potent than ammonium sulphate in equiva¬ 
lent quantities of nitrogen in enhancing susceptibility to cereal rusts (37) . 

In the United States some evidence has been obtained that both potash 
and phosphorus increase the resistance of wheat to Puccinia triticina (Part II, 
P- 35 ^)- I he potash-starved plots at Rothamsted are always the first to 
succumb to wheat and mangold rusts in bad years of disease. Potash manuring 
is sometimes recommended as a means of decreasing damage from various parasitic 
fungi. In water cultures in which the amount of potash necessary for satisfactory 
growth was doubled or trebled, a reduction in the amount of wheat rust and mildew 
was obtained, though this effect did not fully neutralise the predisposing action of 
an excess of nitrogen. In some experiments in the United States, flax plants 
supplied with phosphates were more severely attacked by flax rust, Melampsora 
Imi, than those receiving nitrates <«>. In these experiments the intensity of the 
rust attack was directly proportional to luxuriance of growth of the host; plants 
receiving phosphate were particularly luxuriant, and the effect of the phosphate, 
therefore, may have been indirect. In the Italian water-culture experiments 
mentioned above, phosphoric acid given alone slightly increased the susceptibility 
to rusts, but when combined with potassium, resistance to oat and bean rust was 
increased, that to Puccwia g/umaruni on wheat was slightly diminished, and maize 
rust was unaffected. 

In such obligate parasites as the rusts and mildews, direct nutritional studies 
on the fungi are impossible, since they cannot be grown in culture on nutrient 
media, and only their behaviour as influenced by the nutrition of the host can be 
observed. In field experiments on them, modifications in the microclimate are 
caused by the variations in the density of the stand due to different fertilisers 
treatment, and it is difficult to distinguish between the effects of these two sets of 
factors. In water cultures, however, the microclimate can hardly play a part. 
Other factors that have to be considered are the intensity of carbon assimilation 
and the rate of growth of the plants, both liable to be affected by fertilisers. In 
general, it appears that active carbon assimilation increases susceptibility to 
obligate parasites of the green parts of plants. It is possible to check the develop¬ 
ment of the uredo mycelium of some cereal rusts after infection by depriving 
the air around the plants of carbon dioxide. There is evidence also that the rusts 
do best on the plants making the most rapid growth and those having the greatest 
transpiration. Heating or cooling the roots so as to interfere with their normal 
functioning will sometimes check the uredo stage of cereal rusts. The interaction 
of these and other factors adds to experimental difficulties. 

Extensive tests have also been made in the United States of the influence 
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of the three fertilisers on the oat smuts, Vstitago avenae and U. ko/leri (Part II, 
p. 403). When grown in sand alone or containing a complete nutrient solution, 
or the same with no or excess nitrogen, potassium, or phosphorus, there were 
marked differences in the rate of growth of the plants, the height, the number of 
tillers produced, and the length of the period from planting to heading; there 
were, however, no significant differences in the percentages of smut resulting 
from inoculation. Provided that the parasites were given suitable conditions for 
penetration into the base of the plant (in these smuts a soil temperature of about 
20 0 C., a low soil moisture, and a neutral reaction seem to be most favourable for 
infection), modifications in its subsequent growth, produced nutritionally, were 
without any evident effect on the amount of visible disease. With most smuts 
that infect during the seedling stage, any treatment that tends to delay the emer¬ 
gence of the seedlings from the soil may increase the chances of entry of the parasite, 
but this action must be distinguished from nutritional influences, which appear 
to be slight on this class of diseases. The results of experiments in Germany, 
in which potassium chloride dressings increased the amount of bunt in wheat, 
while phosphate and calcium cyanamide, especially the latter, reduced it, may have 
been due to action on the spores, or on penetration, rather than on the course of 
the disease. 

The influence of fertilisers on the late blight of celery due to Septona apn 
(Part II, p. 630) Ls also been studied in the United States. As with flax rust, 
though S. apii is not an obligate parasite, it was found that, in a general way, 
anything that favoured the growth of the host increased susceptibility. Roth the 
number of spots on the leaves and the size of the individual spot were affected in 
this way. Etiolated plants, grown in the dark for nine days, had less than half 
as many spots on each leaf, and these were smaller than those on the plants in 
normal light; the reduction in leaf area in the darkened plants was not enough 
to account for this. Susceptibility was also much reduced when the plants were 
severely infested with the root knot nematode, Heterodera marioni. In the allied 
fungus, Septoria lycopersici , the cause of tomato leaf spot in the United States, it 
has similarly been found that favourable conditions for growth increase suscepti¬ 
bility, unfavourable diminish it. Enlargement of the leaf area by increasing 
amounts of sodium nitrate increased the number of infections ; while the leaf 
size was increased to a maximum of 77 per cent., the infections were increased 
by 55 per cent. Phosphate and potash sometimes increased, sometimes diminished 
the leaf area and the number of infections in this case. It is difficult to secure 
successful infection with Cystopus candidus on plants heavily infested with green-fly, 
and both with this fungus and the cucurbit mildew, Erysiphe cichoracearum , 
young leaves that have gone yellow may be immune. In many of the attacks by 
strong parasites there appears to be a critical stage of nutritional receptivity in the 
organ attacked, above which infection occurs, while the depleted organs become 
immune once their health is permanently lowered. Of the downy mildews 
generally it has been said that the more healthy a plant is, the more the parasite 
appears to prosper on it. 

Some of the cases cited show that it may be possible by judicious manuring 
to increase the vigour and the extent of the assimilating parts of a plant in greater 
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proportions than the increase in the development of its parasites, even when these 
are of a type that is favoured by the particular fertilisers used. The destructive 
coffee-leaf disease, caused by the rust Uemileia vastotrix , first broke out in Ceylon 
in some of the best young plantations in the island, and its development is favoured 
by the luxuriance of the young foliage, but not to such an extent as to balance 
the improvement in growth caused by liberal manuring. Hence coffee-leaf disease 
is fought in some areas quite successfully by heavy manuring. The converse is 
naturally true also, for even a less severe attack on a weakly plant may do more 
damage than the heavier infection of a more luxuriant one. Disease endurance is 
often nearly as important in such cases as true inherited resistance. 

Many diseases have been reported to be favoured by unbalanced nutrition 
or by deficiency in one or other of the three primary fertilising elements or in the 
food reserves stored in the plant. Most of these, though by no means all, arc 
diseases caused by less virulent parasites than those considered above. It is well 
known that there is a host of fungi and bacteria that ordinarily do little damage 
to plant organs in full vigour but that increase in their parasitic capabilities as the 
host plant becomes enfeebled from any cause. Unbalanced nutrition has been 
implicated in the cereal browning root rot in Canada, caused by Pythium arrheno- 
tnanes , and the sugar-cane root rot in Hawaii which is associated with the same or 
allied species. A high nitrogen and low phosphate content is characteristic of 
the soils in which these diseases occur. That other factors than nutritional may 
be involved in this type of disease appears to be shown by experiments with the 
sugar-cane Pythium root rot in Louisiana, where it occurs in water-logged heavy 
clay soils. Additions of salicylic aldehyde, one of the substances that accumu¬ 
late in soils under semi-anaerobic conditions, greatly increased the injury over 
that caused by cither P. arrhenomanes or the chemical compound alone. Indeed 
the latter by itself, at the strengths used, had little effect on the growth of 
the cane. 

In a high proportion of the cases in which nutritional unbalance affects the 
incidence of parasite disease, the action is mainly, as might be expected, on the 
receptivity of the tissues of the host rather than on the parasite. Stored apples 
are liable to rotting from a number of weak parasites, and it has been found that 
the manurial treatment of the trees from which the apples were picked affects 
their liability to these fungal rots. For instance, Cytospora ludibttnda has been 
found to produce a more active rotting, as judged by the rate of advance of the 
mycelium in the tissues, in apples from trees that had received sulphate of ammonia 
than from those receiving no nitrogenous manure. The resistance of potato 
tubers to the storage rots caused by certain bacteria was similarly found in Germany 
to be greatest when the plants were grown without nitrogen ; the heaviest injury 
occurred when the plants had received an excess of ammonium sulphate or calcium 
cyanamide, while the middle lamella of the cell membranes was most resistant to 
solution by the enzymes of the bacteria in tubers grown with an excess of potash 
but no nitrogen or phosphate. Resistance to the dry rot of the tubers caused by 
Fusarium caerideum (Part II, p. 532) was highest in tubers from plants receiving an 
excess of potash and no nitrogen, and lowest in those deprived of potash. 

Sometimes, however, it is far from easy to decide whether the influence or. 
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nutrition on disease is due to action on the host or the parasite or on the two in 
association. In the allied wilt diseases of cotton in America and pigeon pea in 
India (caused by strains of Fusarium vasinjvelum or by distinct tbout'll closely 
related species, according as one defines loosely or tightly the limits of species in 
the genus Fusarium) the reaction to manorial treatment differs sharply. In the 
former disease nine years’ experiments carried out at fifteen centres showed that 
applications of potash reduced wilt in almost all cases, while acid phosphate in¬ 
creased it, as did, to a lesser extent, acid phosphate and nitrate together. In tests 
on a resistant and a susceptible variety of cotton, while the same general results 
were obtained, excessive applications of potash lowered yields in the resistant 
variety while not appreciably affecting those in the susceptible one. In much of 
the area covered by these experiments, however, the well-known symptom of 
potash deficiency known as ‘ rust ’ is common and the correction of potash hunger 
may be a factor in these results. In the pigeon pea wilt in India there is no indica¬ 
tion that potash deficiency contributes to the injury. In the series of * permanent ’ 
manurial experiments started at Pusa shortly after its foundation, in which pigeon 
pea was one of the rotational crops and always showed some wilt, it became appar¬ 
ent after several years that the disease was markedly affected by the fertiliser 
treatment. Careful records during a number of years showed that applications 
of superphosphate at the annual rate of about 13 lb. phosphoric acid (P. 0 5 ) per 
acre or of farmyard manure sufficient to give 30 lb. nitrogen per acre, consistently 
increased the percentage of wilt, while green manuring reduced it. \\ hen a plot 
received green manure with superphosphate, more wilt occurred than in the no¬ 
manure plots, but the increase was always significantly less than when super¬ 
phosphate alone was used. Chemical fertilisers other than superphosphate had 
no consistent effect on the incidence of the disease. The />H value of the soil was 
not appreciably different in the different plots, and there was no relation between 
moisture content down to two feet and the percentage of wilt. 1 he plants grew 
most luxuriantly in the superphosphated plots (average diameter of the main 
stem 50 per cent., and average weight of shoots at harvest time in two sets of plots 
37 and 47 per cent, greater than in those not given superphosphate), while in 
culture the rate of growth of the fungus increased with concentrations up to 0 5 
per cent, of the phosphate. The fungus remains in the soil from year to year, for 
there is only a small proportion of seed-borne infection, and it was shown to be 
able to spread nine feet through the soil during the grow ing season in the unmanured 
control plots, mainly along the roots which were traced for 6 5 feet laterally. Hut 
whether the soil treatment acts on the fungus or the host or the two in company 
is not evident. 

Similarly there is no evidence whether the increase in the eyespot lodging of 
rye, caused bv Cercosporclla herpotrichoidcs (Part II, p. 384), that has been observed 
in prolonged experiments in Germany to result from fertilising with nitrogen or 
phosphorus and nitrogen, without potash, is due to action on the fungus or on 
the host or on both when associated. A complete fertiliser or one deficient in 
phosphorus alone had no effect on the disease, which was reported as being generally 
most severe in the better soils. This fungus persists from year to year mainly on 
stubble or debris from previous cereal crops. It resembles the Fusarium wilts 
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last mentioned in having more decided parasitic tendencies than some of the 
species that rot storage organs, discussed earlier. 

In the truly obligate parasite Plasmodiophora brassicac (Part II, p. 559) it has 
been found that susceptible (but not immune) varieties of turnips had a higher 
percentage of infection when nitrogen and potassium were in excess, the nitrogen 
effect being the most marked. Lack of nitrogen also increased the percentage 
of attack but lack of potash greatly reduced it. In the other direction it has been 
reported in the United States and Australia that the pea-root rot caused by Aphano- 
myces euteiches (Part II, p. 609) is reduced by nitrogenous fertilisers. This, and 
the similar experience with the Texas root rot of cotton (Phymatotrichum omnivorum) 
arc amongst the very few cases in which a beneficial result from nitrogenous 
applications to an annual crop has been recorded in pathological literature, but at 
least they serve to indicate how obscure the interactions in nutritional experiments 
may be even when nitrogen, the element which has given the most consistent 
results, is concerned tl) . 

As regards the influence of other elements than nitrogen, potassium, and 
phosphorus the effects sometimes produced by them are not clearly known to be 
due to any direct nutritional action. Deficiency diseases due to lack of iron, 
manganese, copper, and so forth (separately discussed in Chapter IX) are some¬ 
times accompanied by increased injury by certain parasites, but it would be 
stretching analogy too far to attribute the injury to nutritional factors. Calcium 
is chiefly of importance as affecting the reaction of the soil, though in some diseases 
its action appears to be on the metabolism of the host. Thus in Australian experi¬ 
ments with Urocystis tritici on wheat, calcium deficiency reduced, and calcium 
excess up to twice the ‘ normal' dosage increased, infection in the susceptible 
Free Gallipoli variety ; four times the normal dose had no effect, nor when the 
resistant Gurkha variety was used could a consistent action be observed to 
result from any treatment. In Free Gallipoli wheat the calcium content of the 
plants was correlated with reaction to the smut, for there was an optimum con¬ 
centration of calcium which promoted the expression of the symptoms. Silica 
has been reported to increase resistance to wheat mildew and to the rice diseases 
in Japan caused by Piricularia orysae and Ophiobo/us miyabeanus , but this 
is evidently correlated with the increased silicification of the cell membranes 
through which these parasites penetrate. Lack of sulphur increases the percent¬ 
age of turnips attacked by Plasmodiophora brassicac USI . Lithium has been shown 
to have a marked effect in enhancing rust resistance and also the resistance of seed¬ 
lings of Phaseolus vulgaris to attack by Botrytis cincrca Recent studies at 
Cambridge (28) established a high inverse correlation between the concentration of 
lithium in celery leaves and the amount of leaf spot caused by Sep/oria apu , and 
a less marked but significant relationship between the amount of lithium absorbed 
by wheat seedlings and resistance to Erysiphe graminis. Wheat brown-rust and 
tomato crown-gall were also reduced by lithium. In the last-mentioned disease 
lithium chloride application increased the weight of the plants relatively to the 
controls, but it is very doubtful whether any nutritional factor can be concerned. 

Apart from mineral nutrition, the depiction of the starch reserves caused b\ 
over-bearing or over-pruning or, in tea, by over-plucking has been observed to 
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predispose plantation crops to damage from certain weak parasites, such as the 
root apd stem infecting fungus, Botryodiplodia theobromae. The interesting 
relationship to carbohydrate nutrition presented by the root rot of forest trees in 
tropical Africa due to Armillaria mellea, the honey agaric, has already been men¬ 
tioned. This fungus becomes destructive to tea and other plantation crops after 
the trees have been felled in clearing the land for planting. Unless the roots 
contain starch, the fungus is unable to spread within them or to form the rhizo- 
morphs which enable it to infect the roots of the planted crop. For the produc¬ 
tion ot rhizomorphs a medium rich in carbohydrates is required. It has been 
suggested that control may be effected by ring-barking the trees so as to deplete 
their roots of starch before felling. It is possible, in this case, that the weak 
parasites, such as Botryodiplodia, which rapidly colonise the starch-depleted roots, 
may compete with, or exert an antagonistic action on, the honey agaric, and 
that the inhibition of its growth in the ring-barked trees may be due to a com¬ 
bination of factors. Other root diseases may be similarly affected, e.g. that caused 
by Poria hypolateritia in Ceylon. 

In many cases in which the enfeeblement of a plant predisposes it to parasitic 
attack it is not known whether nutritional or some other factors are involved. Insect 
attacks are known sometimes to increase liability to fungal damage, and vice versa. 
In the West Indies the amount of root disease in sugar-cane, associated with 
Marasmius and other weak parasites, has been observed to be almost proportional 
to the severity of the infestation of the cane by froghoppers (Tomaspis saccharina ), 
while it is sometimes possible to identify cacao and coffee plants suffering from 
the root rots caused by species of Rose/linia by the readiness with which they 
become affected by aphides and other insects. Assimilatorv disturbances are 
possibly at the bottom of these effects. The surface canker of apples in the 
south and west of England attributed to Myxosporium corticola , and of stone 
fruits due to the same and Diaporthe perniciosa, were found to occur only on 
trees weakened from other causes. Similar instances could be multiplied, but 
it is important to note that precise data of the kind are the most easily obtained 
and the best-authenticated the more the fungus belongs to the class of facultative 
parasites, that is to say organisms that develop and persist normally as saprophytes 
but can act as parasites at times. On the other hand, the more closely the organism 
approaches to the obligate parasites, even when it is to some degree a facultative 
saprophyte able to live at times apart from its living host, the more difficult it 
is to get positive evidence of a consistent nutritional influence on disease outside 
that produced by nitrogen and, perhaps, potash. Failure to appreciate the difference 
between these two classes of disease-inducing organisms, even though the difference 
between them may be one of degree rather than of kind and should not be ex¬ 
aggerated, is responsible for many misleading opinions and even for such pre¬ 
posterous statements as that crops grown under optimum conditions will remain 
free from fungal disease. 

There is no reason to doubt that reaction to disease can be and is influenced 
by nutrition. The evidence regarding the influence of nitrogen on obligate 
parasites seems to be conclusive, and that regarding potash is little less convincing. 
Outside these two elements it is often contradictory or capable of interpretation 
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on other than nutritional bases. Until there has been a considerable advance 
in knowledge of the influence of excess or paucity of particular elements upon the 
nature of the cell contents or of the cell membranes (in short, upon metabolism), 
the pathologist is left with no sure guidance as to the limits of nutritional influence 
on disease ; in this he seems to be little better or worse off than his colleagues in 
the fields of animal and human pathology. The grosser effects are sometimes 
evident enough but the intracellular reactions are not well understood. It is, 
perhaps, in this field that the plant pathologist is most in need of help from the 
physiologists, for it seems that the progress of the applied science in a direction 
which might have significant practical results is being delayed by inadequate basic 
knowledge. 

Influence of External Factors on Inherited Reaction to Disease 

In the course of genetical investigation, light has been thrown on the extent 
to which external conditions, meteorological, nutritional, and so forth, can modify 
the expression of the reaction of plants to disease when this reaction has a genetic 
basis, that is to say, when it is due to the presence or absence of genes affecting the 
character of resistance or susceptibility. 

When Biffen’s work on the inheritance of resistance to yellow rust (Puccinia 
glum arum) of wheat was repeated at Cambridge between 1917 and 1920 it was 
found that the inherited predisposition or resistance to attack, though following 
the Mendelian laws for monofactorial inheritance, was liable to modification 
by external environmental characters, such as abnormal temperature conditions 
and the application of certain fertilisers. In the cases in which the resistance 
of the ‘ immune ’ lines of wheat was reduced, however, the action of the parasite 
was of a very limited nature. Furthermore, in a line which was homozygous for 
the main factor for resistance to the rust, it seemed that other separately inherited 
factors, possibly those affecting the metabolism of the plant, might modify the 
degree of resistance. Many other cases of the kind have since been recorded. 
So also it was found possible, in German investigations, to effect considerable 
modifications in the reaction of the standard collections of wheats that are used to 
differentiate physiologic forms of P. glumarum and P. triticina by drastic varia¬ 
tions in the nitrogen and potash supplied. In Australia physiologic form ‘59’ of 
P. gramints tritici has been found to modify its degree of attack on one of the test 
varieties, so as to behave like form ‘ 23 ’, under certain conditions of temperature, 
and in America the resistant reaction of some of the test wheats to a particular 
form of this rust, at 50 F. has been changed to a full susceptibility one at 70'. 
Hence it is that under the temperature conditions of the Gangetic Plain in India 
wheat that had shown a high degree of resistance to rust during the normal 
and relatively cool wheat-growing season from October to April, became heavily 
rusted when the growing season was extended into the hot weather : in North 
America, also, high temperature has been found to break down resistance to black 
rust in a number of cases <27> . Similarly the reaction of oats to some of the physio¬ 
logical forms of crown rust, P. corona/a, can be greatly modified by temperature ; 
certain varieties of oats are resistant to form 4 7 ’ of the rust at low (55 F.) and 
susceptible at high (85^) temperatures. In a cross between Red Rustproof and 
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Scotch Potato Oats carried out in Wales, the resistance of the former to the physio¬ 
logic race used was found to he dominant and unifactorial. 

The resistance of cabbage to Fusarium conglutinans in varieties which are 
not fully homozygous for resistance becomes reduced under severe held conditions, 
and at soil temperatures at or above 22' C. the commercially resistant Wisconsin 
Hollander variety may become quite severely attacked ; 100 per cent, of disease 
was obtained at a soil temperature of 24 . But the homozygous resistant variety, 
Wisconsin Ballhead, remained quite immune at 22 . 

Many of the cases of this kind that have been recorded are most easily inter¬ 
preted as resulting from the action of the environment on accessory factors for 
the character modified. 
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MORBID ANATOMY AND HISTOLOGY 


The powers of regeneration and wound repair possessed by the plant are con¬ 
siderably greater than those of the animal body. To understand the part that they 
play in plant pathology it is necessary first to consider the processes of tissue 
protection and repair in the absence of disease. Some of those that will be men¬ 
tioned have been observed under the specialised conditions of laboratory experi¬ 
ments, but they illustrate the potentialities of plant tissues in striking fashion. 

Regeneration 

In many cases the tissues of growing parts of plants, destroyed by traumatic 
action, can be regenerated from tissues of different origin. 1 he conventionally 
distinct derivatives of the dermatogcn can be replaced from those of the periblem 
and those of both the dermatogcn and the periblem can be reconstituted from those 
of the pleromc. Exposed young cortex cells may directly become epidermal by 
thickening their outer wall, acquiring a cuticle and even forming hairs or stomata. 
This occurs quite normally in citrus leaves, in which during development the 
upper epidermis splits and is replaced from the mcsophyll, sometimes after a few 
cell divisions. Still more remarkable is the replacement that has been effected 
under suitable conditions of the entire lost halves of a young tuber, stem or petiole, 
in form and structure very like the normal. A perforating wound involving the 
central cylinder may become surrounded, not only by a cork layer, but by a deeply 
seated cambium which may cut off xylem on the side away from the wound and 
phloem towards it, the part between phloem and cork coming to resemble a cortex. 
In perforating needle wounds vertically down to the pith in young sunflower 
heads the cavity can become lined with a complete vascular ring, and bundles of 
the hard bast type develop on the side of the phloem towards the cavity; then 
follows a thin-walled parenchyma resembling a cortex, and finally, lining the 
cavity, an epidermis forms, sometimes with hairs like those on the surface of the 
plant (Fig. 147). Even natural hollows in the stem of Brassica oleracea can develop 
a cambium with phloem next the cavity and xylem outside, and the injection of 
certain chemicals (e.g. monobasic ammonium phosphate) has caused the same 
condition in the hollows of young internodes of Ricimis. The restoration of lost 
parts, however, is ordinarily preceded by the development of repair tissue on the 
denuded surface. 

Wound Repair 

The commonest precursor of the replacement of lost tissues under moist 
conditions, especially in herbaceous plants, is callus formation. Callus can be 
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Fic. 131.—Transverse section of 
stem of Robinia showing 
formation of callus tissue 
from the cambium (after 
Frank) 


Fic. 132.—Tracheid formation in the 
callus from a root of Beta (after 
Kuster. Butler, Ann. App. Biol.) 


formed in suitable circumstances from any living cell or tissue, and the subsequent 
changes that it undergoes are independent of its origin. 

The living cells bounding the wound below those that have been killed in 
wounding grow out, multiply, and form a tissue of dividing thin-walled parenchyma 
(Fig. 131). Sooner or later differentiation occurs in this tissue. Its outer margin 
may become corky ty the development of a cork cambium or may consist of a 
loosely united mass of cells, resembling the so-called hyperhydric tissue. This 
may arise from a meristem which cuts off roundish, loosely attached cells outside 
and thin-walled callus-like cells inside, or it may grow without the intervention 
of a meristem, since callus cells far removed from the level of the wound may 
continue to divide and form ever-increasing masses of thin-walled parenchyma. 
In the deeper part of the callus the first differentiation often is the direct trans¬ 
formation of a callus cell, derived from any tissue, by reticulate thickening and 
lignification of its walls, into a tracheid-like element (Fig. 132). This is one of 
the key processes in wound repair. Several of these tracheids often develop 
close together, forming a little island of woody tissue. Neighbouring groups 
may unite to form irregular strands ; or an island may become wholly or in part 
surrounded by a meristem which forms tracheids and fibres on its inner side (cf. 
Fig. 146 d). At a later stage a procambial strand, forming wood and phloem, may 
develop in the cells bordering the tracheid groups or strands, and may join up 
with vascular outgrowths from the original conducting system of the organ. A 
similar process, without the formation of callus, can restore a broken conducting 
tract — say, in a leaf — cells of the mesophyll in which become changed into short 
tracheids which can bridge the gap and which, later, can become bordered by a 
procambial strand forming phloem and xylem (Fig. 133). 

Very often a large transverse cambium develops below the free surface of a 
callus and cuts off wood on its inner side and, less frequently, phloem and secondary 
cortex-like tissue on its outer side. Occasionally a layer resembling an epidermis 
clothes the surface, especially when a petiole or stem is split longitudinally. I* 1 
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such a case a central cylinder may be reconstituted by a cambium developing in 
the callus and joining up with that of the uninjured half; this forms not only 
phloem but a more or less normal cortex and epidermis outside. 

Finally a callus may form shoots exogenously from a mother cell or cell group 
at or near the surface of the callus. This may happen even in a callus derived 
from the pith. Shoot formation seems to be stimulated by excessive or unbalanced 
accumulation of food or of growth-promoting substances, for in uncongenial 
grafts the upper side, where the imperfect union holds back the passage of material 
from the scion, may develop large callus-like masses, rich in shoots. In the 
decapitated swollen hypocotyl tuber of cyclamen there is a formation of adventitious 
cotyledonary leaves. The vascular system which supplies these arises from the 
division of one or more of the normal cortical cells, and this process extends back 
to a bundle. There may be a central mass of xylem surrounded by phloem in 
these adventitious leaf traces, or xylem and phloem may pursue a wavy course, 
not necessarily close together, towards the vascular ring (Fig. 134). In callus 
buds the vascular connection may be established in a similar manner. Roots 
are very often formed in callus but, unlike shoots, they always come from the 
deeper layers, usually from the neighbourhood of the pericycle but also some¬ 
times from the medullary rays and the external region of the pith. As 
the horticulturist well knows, different species vary greatly in their readiness 
to develop roots from the callus of a cutting. Good callus formation does 
not necessarily mean good root production. It would take us too far to follow 
the extensive studies that have been carried out during recent years of the 



part played by phytohormones in the regeneration of roots and shoots and of 
the practical application of these studies in horticulture. 

A second type of wound healing 
is common and is, indeed, the normal 
process in woody tissues exposed to 
ordinary air. In this the repair re¬ 
sembles the normal growth in thick¬ 
ness in that it is the result of the 
division of cambial cells, the products 
of which, as usual, soon lose the 


Fig. 133.—Replacement of vascular connection 
destroyed by wounding in a leaf of Impatient ; 
tracheids are formed directly from mesophyll 
cells ( tr.d ), or after division of latter; a pro- 
cambial strand is beginning to form at pr. (from 
Kuster, after Freundlich. Butler, Ann. App. 

Biol.) 



>86 GENERAL PRINCIPLES PT . i 

aptitude to divide, becoming differentiated. The tissues thus formed are some¬ 
times termed wound wood and wound cortex. 

If the wound is an open one extending beyond the cambium, or is the result 
of an amputation as in pruning twigs or lopping branches, the first stage in the 
process of healing is the blocking of the tissues by the deposition of suberin in 
the cells, intercellular spaces and cell walls of parenchymatous tissues and an 
accumulation ol an insoluble gummy substance in the cavities of the conducting 
elements of the wood. The position of maximum formation of this blocking 
layer is marked by a brown or dark-green band situated at a variable distance 
below the surface of the wound, near the surface in the cortex, deeper in the pith. 
Its rate of development also varies with the stage of activity of the tissues : when 
growth is active as in the spring and summer it appears in ten days to a few weeks, 
but in wounds made in the late autumn or winter the completion of blocking is 
delayed until the spring ; young woody tissues are also more rapidly blocked than 
old. I he chemical nature of the blocking substance is not clear. In large par¬ 
enchymatous masses of tissues it is a product of fatty acids but in woody tissues 
it is a viscous or resinous substance, usually termed ‘ wound gum ’ though it is 
not a true gum. Sometimes a * gum zone * forms in the pith and wood of an 
amputating wound and a band of cork at the same level in the cortex. When 
wound gum forms in ray or wood parenchyma cells containing starch, the starch 
first disappears, and it has been suggested that wound gum may be formed from 
products derived from the starch together with resinous and ligneous substances 
and pectin. When micro-organisms invade the cut tissues they may stimulate 
the formation of wound gum. Gum barriers, whether formed normally as a result 
of wounding or as a reaction of the living cells of woody tissues to invasion by a 
parasite, are considered to play an important part in checking the invasion of 
parasitic fungi through wounds. The readiness with which they form differs in 
different trees. In the red gum (Liquidombar styraciflua) they develop rapidly 
under ‘ fire scars ’ in several of the layers of the outer sapwood, and resist the 
attack of Polystictus pergamenus and Po/yporus gihus when the unprotected sap- 
wood is heavily decayed. In oak, ash, and Celtis similar fire scars result in early 
infection by various fungi. 

The formation of the blocking layer is followed by an overgrowth of callus 
mainly derived from the exposed cambium but by no means entirely so. The 
relative parts played by the cambium and by the other living (usually parenchyma¬ 
tous) tissues in re-clothing the exposed surface of a stem wound depend to a great 
extent upon the nature of the wound. When this is a tangential one caused by 
removing a slice or layer as, for instance, when a portion of the bark is peeled off 
a stem or a shaving cut out, perhaps including some of the outer wood, there is 
extensive destruction of the cambium, and regeneration of the bark is affected 
mainly by outgrowths of callus cells from such exposed living parenchymatous 
cells as those of the medullar)' rays and wood parenchyma ; only at a later period 
does cambial activity play a part. The process has been carefully studied in 
Malaya in its bearing on the ‘ stripping ’ method of treating brown bast disease 
of the rubber tree, where large areas of the affected and surrounding bark are 
peeled off and the new bark may develop free from the disease. In Hibiscus the 


CH. VI 


MORBID ANATOMY AND HISTOLOGY 


187 

peeled stem surface begins to show outgrowths of callus cells of relatively enormous 
size in about three days, none coming at this stage from the cambium which is 
largely destroyed by the stripping. At the central part, medullary ray callus plays 
the largest part; at the margins, cells of all the tissues external to the cambium, 
rays, phloem parenchyma and cortex, are involved. The callus cells divide and 
S come into contact with one another laterally, so that a continuous clothing of 
callus forms over the wound. In about another three days, under Malayan con¬ 
ditions, the phellogen from the uninjured bark extends inwards into the cortical 
callus, and phellogen forms in a continuous layer across the mass of basal callus 
(derived mainly from the wood) which clothes the major part of the stripped 
surface. Beneath the cork thus formed the callus cells are preserved from desicca¬ 
tion, but for a time there is no further differentiation of tissues in them. Then, 
at the level of the severed marginal cambium surrounding the wound, a level 
which is now, owing to growth in thickness of the uninjured wood, somewhat 
above the bottom of the callus clothing the stripped surface, a new cambium 
forms in the callus. This comes mainly from an extension of cambial divisions 
< inward from the regenerated cells of the cut margin of the original cambial ring, 

’ involving the callus cells next in contact with these. I he process extends right 

across the wound, so that the continuity of the cambial cylinder surrounding the 
stem is fully restored. Thenceforward, the wound covering follows the normal 
course of growth in thickness of a stem. In this type of repair the wound wood 
and wound cortex closely resemble the normal tissues. 

In an amputating wound, however, especially in older woody stems, there is 
less scope for the activity of callus-forming cells in the wood, and the bulk of the 
closing tissue comes from the cut ends of the original cambium and the tissues in 
its neighbourhood. An annular cushion is formed which gradually spreads over 
the exposed wood, often leaving pockets of necrosed tissue buried at the level of 
the wound. In this case cambium formation is less regular than in the last, and 
isolated trachcid groups may form, each bordered by its own separately developed 
cambium, cutting off wound wood. 

( ' The most noticeable masses of wound wood arise when the original cambium, 

without being exposed, is stimulated into activity by injury to some of its cells 
or to the bordering tissues, from frost or the attack of parasites. Cankers arc 
largely due to an excessive development of wound wood and arc a familiar result 
of frost and of certain types of insect and fungal injur)'. The pressure from below 
caused by this deep-seated growth ruptures the cortex, leaving exposed the newly 
formed wood with sometimes a dead patch at the base. I rost cankers are more 
fully discussed in Part II, p. 919. Wound wood may also develop in callus tissue, 
from cambiums formed, as already mentioned, in any part of the mass. These 
may cut off only wood, without phloem. When the meristem develops, as is 
not uncommon, around a tracheid group or a mass of sclerenchyma or a localised 
injury, the xylem may be produced either on its outer or its inner side. In the 
former type there may be a small phloem group in the centre of the nodule, in the 
/ latter, either phloem or parenchyma develops outside the cambium. Structures 
of the same kind are also found in wound bast and even occasionally around the 
tracheid groups that form in leaf calluses. In woody plants they may produce 
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knobby isolated masses of wound wood, such as are found in the secondary cortex 
of the apple and other trees ; while the woody nodules (‘ burrs ’), which are the 
most serious concomitant of the 1 brown bast ’ physiological disorder of rubber 
in Eastern plantations, are composed of xylem developed on the inner side of a 
cambium surrounding a little island of necrosed tissue in the phloem. Very 
often the wound wood is developed in vortex-like masses of fibres and vessels, 
probably as a result of pressure from unevenly developing meristems or uneven 
growth at the junction of normal and wound wood. Woody galls often show 
beautifully grained examples of whorls of this nature (cf. Fig. 149). 

Wound wood differs histologically from normal wood in having less regular 
rows, composed of shorter and generally thinner-walled elements, in the usually 
greater proportion of wood parenchyma and fewer fibres, and in wider medullary 
rays (Fig. 135). Its less solid construction renders it more liable to damage; 
thus the new wood in frost cankers is readily again injured by frost, and that 


I- ic. 135. Abnormal wood in the stem of larch. The abnormal tissues arc in the spring increments 
outside the narrow increments of autumn wood. The abnormal cells may or may not retain 
living contents, or become lignified, forming isodiamctric elements with simple pits, as shown, 
inset, in A and B. Note the gradual restoration to the normal wood in the later-formed spring 
increments. (Such features of abnormality in the wood of larch and other trees may resu t 
from frost action or from disease, or from both) 
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resulting from woolly aphis in apples and 
Helopeltis in tea is very prone to the 
attacks of fungi. 

Instead of callus or wound wood form¬ 
ing, a wound may be cicatrised by wound 
cork (cf. Fig. 139). This commonly 
occurs in all organs of plants in dry air. 
The cork tends to form parallel to the 
surface of the wound and often differs 
from normal cork in having larger cells 
and thinner walls. When a leaf or a potato 
tuber is cut, the living cells nearest the 
wound may enlarge, sometimes with a few 
divisions parallel to the surface, and their 
walls become metacutinised or impreg¬ 
nated with a deposit of suberin or of a 
lignin-like substance or of wound gum. 
Below this ‘ blocking layer ‘ the cells elon¬ 
gate and divide transversely, the middle 
divisions corresponding to a phellogen 
which cuts off cork cells in rows to the 
outside and phclloderm rows below. All 
this part is without intercellular spaces 
and, in the leaf, the distinction between 
palisade and spongy parenchyma is lost 
(Fig. 136 a). Every living tissue from 
epidermis to cambium or pith may join in 
forming the cork layer, which always tends 
to unite at its margin with the surface 
covering of the sound part, epidermis or 
normal cork as the case may be. When 
the epidermis takes part in the process it 
divides into cells resembling those of the 
other tissues of reaction, while collen- 
chyma and even young sclerenchyma cells 
lose their thickening and react like the 
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Fig. 136.—Wound cork. A, edge of cavity 
in leaf of holly, mined by Phytomyza 
nqiiifolii, showing elongation of the meso- 
phvll cells and their division by cross 
walls to form a phellogen ; intercellular 
spaces absent (after Kcrling). B, ab¬ 
normal histological changes from non- 
traumatic or non-parasitic causes. Hyper¬ 
trophy and hypcrplasy of collcnchyma of 
Clerodendron twig after vasclining (from 
Kuster after Schilling. Butler, Ann. App. 
Biol.) 


rest. 

In superficial wounds in roots and submerged aquatic stems, apparently 
correlated with the presence of a well-developed endodermis, there may be no 
other reaction than the formation of the blocking layer, without any division of 
the cells or development of meristems. The endoderm is believed to act as a 
barrier to the passage from the central cylinder of the solutes that are necessary 
for meristem formation. 

These various processes of healing are not always sharply divided, and more 
than one of them may sometimes be seen in different parts of the same wound. 
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Abnormal Histological Changes from Non-traumatic Causes 

Besides the processes that result from traumatic action there is another group 
of modifications in cell or tissue growth arising from inner conditions in which 
no gross injury is involved. Only a few examples need be given. 

Changes, which may sometimes be deep-seated, can be induced in the cells 
and tissues of plants merely by the action of environmental conditions, such as 
moisture or light, or by nutritional factors. It is convenient to distinguish the 
main basic modifications that may result by the terms hypoplasy or under-develop¬ 
ment, hypertrophy or swelling without cell division, and hyperplasy , an actual 
increase in the number of cells (Fig. 136 b ). When hypoplasy is total and the organ 
or tissue does not develop at all, the term atrophy is used. These arc not the only 
modifications that can be caused by physiological factors, for the cell membranes 
and structures such as stomata also respond in varying degree, as for instance 
in etiolated shoots, sun and shade or submerged and aerial leaves, and over- or 
under-nourished plants. 

Excessive moisture, especially if transpiration is checked, often causes on green 
stems or leaves the formation of ' intumescences ’, such as arc commonly seen on 
tomato and other plants in glasshouses. These are usually white protrusions 
formed of rows of radially elongated, thin-walled parenchyma derived from the 
epidermis, and mesophyll or primary cortex. Collenchyma can participate in the 
process, the cells elongating and forming thin dividing membranes (Fig. 136 b ). 

Large hyperplastic modifications have been induced in some of the biennial 

Brassicae with swollen stems, such as 
kohlrabi, by preventing flowering (Fig. 
137). Both cortex and conducting 
tissue became much enlarged, the 
xylem of the main leaf trace especi¬ 
ally so; this was accompanied by 
an increase in, and broadening of, the 
medullary rays, so that a number of 
narrow bundles were formed. Each of 
these bundles tended to become sur¬ 
rounded by a cambium developed in 
the ray cells and deeper part of the 
wood parenchyma. This cambium 
formed phloem on the ray side and 
xylem towards the bundle. Small in¬ 
verse bundles also formed in the en¬ 
larged rays or in the protoxylem region; 
in these bundles there was a nest of 
phloem surrounded by a cambium 
producing a little xylem on the outside. 
Concentric inverse bundles have also 
been found to develop in the thickened 
roots and leaf base cushions of similarly 



Fig. 137.—Swollen leaf-base cushion of kohlrabi, 
prevented from flowering by removal of flower 
buds. Lower right-hand figure, showing new 
cambium formation in enlarged medullary 
rays, tending to encircle one or two rows of 
vessels but leaving the innermost outside the 
ring. Left-hand figure, detail of inner part 
of a row of vessels with lateral cambiums 
uniting in the protoxylem, and a few phloem 
elements forming on the outer side; cell 
division active around the innermost protoxy¬ 
lem vessels. Top right-hand figure, a phloem 
nest in the vascular region of a primary bundle 
(after Vochting. Butler, Ann. Apt. Biol.) 
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treated savoy cabbage, being in this case situated in the collenchymatous tissue 
of the inner xylem. In the abnormal tissues that have been thus induced to 
form, there is a noticeable scarcity of fibres and, where the thickening is due 
largely to cambial activity, as in swollen side shoots of kohlrabi sometimes, the 
new tissue on the xylem side consists of thin-walled, rather uniform cells. 

Petioles have been successfully rooted, and also have been grafted into tubers, 
when they grew into abnormally thick organs. In such cases the normally flattened 
collateral bundle of the petiole tends to become concentric, and the petiole comes 
to resemble a stem in structure and function. The change is due to the forma¬ 
tion of new cambium by division in cells of the ground parenchyma, either 
extending out from the edges of the original cambium and curving round till the 
two sides unite, or beginning in groups of parenchyma cells opposite the central 
part of the collateral bundle, the process then spreading laterally and curving down 
to join the original cambium on each side. Xylem forms on the inside of the 
new cambium and phloem outside. Ultimately a compact woody cylinder forms, 
which may be twenty times the area in transverse section of the normal petiole 
bundle. A small-celled phloem surrounds the wood, and all the elements that arc 
formed outside the original bundle are short, as they are limited by the diameter 
of the ground tissue cells from which they are derived. 

It has, indeed, been shown experimentally that all living plant tissues have 
potentialities of hypertrophic and hyperplastic reaction to * physiological ’ stimuli 
in the absence of wounding or of any parasite. In the hyperplastic tissues differ¬ 
entiation to other tissue forms can follow, but there is a tendency for them, at 
first at least, to show less differentiation in the elements of which they arc composed 
than is found in similarly situated normal tissues. Naturally, cells that have not 
finished growth and differentiation react the more readily to such stimuli, but 
old cells can also be affected, cither directly or after first dividing and thereby 
becoming, so to speak, rejuvenated. Even cells that have developed thickened 
walls, as collenchyma, can enlarge and divide, or those in the early stages of 
lignification can undergo dclignification and resume activity. In the hyperplastic 
tissue a cell, perhaps only one of a group formed from a single mother-cell, may 
become a thick-walled element such as a sclereid, or develop into a little island 
of phloem or a tracheid; or a meristem may appear, with all its powers of tissue 
production. Similarly hypoplastic modifications can result from under-develop¬ 
ment brought about by inadequate or unbalanced nutrition or other unfavourable 
conditions. 

Tissue Modifications and Galls caused by Parasites 

The tissue-changes that may result from parasitic attack on plants, remarkable 
though they may sometimes be, resemble in many respects those that have been 
described above, allowance being made for the fact that the stimulus may be more 
localised and may continue for a longer time than that caused, for instance, by 
wounding. It seems very doubtful whether there is any essential difference be¬ 
tween the modifications of tissues and organs found in galls due to parasites and 
those that may occur in wound calluses or the various other types of reaction to 
wound injury or physiological causes. The tissue and organ changes due to virus 



Fig. 139.—' Shot-hole * effect caused by C/asterosporium carpophilum. A, cross-section of almond 
leaf showing formation of the absciss line ; infected tissue is on the right ; the occluded zone, 
with lignified zone towards the injured tissue. B, C, two stages in the process of abscission in 
cherry-laurel leaves ; ligmfication shown by heavy outlines ; the lignified zone drops away with 
the injured tissue when abscission is complete ( x i 9 o) (after Samuel, Ann. Bot.) 


Fig. 138 — Reaction of almond twigs to infection by C/asterosporium carpophilum, showing small 
and large scabs, and commencement of tearing away in larger scab ( x 87) (after Samuel, Ann. 
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diseases are separately 
dealt with m Chapter 
VIII. 

Hypoplastic modifica¬ 
tions are seen in the 
sterility caused by some 
parasites, in the small 
size of the leaves in trees 
attacked by certain virus 
and other diseases (spike 
disease of sandalwood) 
and in inhibition of tissue 
differentiation as a result 
of parasitic attack. An 
interesting example of the 
latter is the prevention of 
the formation of an absciss 
layer in cherry leaves 
attacked by Gnomon id ery- 
throstoma , with the result 
that they do not fall in the autumn but remain hanging on the tree and serve to 
infect the new leaves in the following spring (see Part II, p. 768). 

Host-tissue reactions to parasitic attack by the formation of wound gum in 

woody tissues and wound cork in all 
living parts resemble those due to 
simple wounding in their main char¬ 
acteristics (Fig. 138). Various ex¬ 
amples of them are given in Chapters 
III and IV. The band of reactionary 
cork formed around a leaf infection 
can sometimes be seen in thin leaves 
as a narrow dark circle on holding 
them up to the light. The cork may 
be effective in checking the parasite or 
may fail. A common result of its 
formation in leaves is the necrosis and 
dropping out of the surrounded area, 
producing what is known as a ‘ shot- 
hole ’ effect (Figs. 139, 140, 395). 

It has been already mentioned that 
there is a tendency for the tissues of 
reaction to non-parasitic stimuli to 
consist at first of elements resembling 




not occur ; suberised cells arc dotted round the margins ; ligni- 
fied cells are heavily outlined ( * 250) (after Samuel, Ann. 
Bui.) 


He. 141.—Galls involving the modification of 
organs. Tumours of maize smut caused by 
Usiilago zeae. An affected cob (after Butler) 


one another, as, for instance, in calluses 
and intumescences, in the repaired 
epidermis, palisade and spongy paren- 
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chyma at the edge of a leaf wound, or in the thin-walled derivates of the cambium 
on the xylem side in the thickened shoots of kohlrabi prevented from flowering 
in the second year. This tendency is still more marked in many galls and has 
led to the use of the term 4 gall * or 4 tumour ’ tissue to characterise the masses of 
soft rounded cells, often with few or no intercellular spaces, that may develop as 
a result of the presence of a parasite. 

Galls are swellings on plant organs due to a stimulating or irritant action of 
parasites such as fungi, bacteria or insects on the tissues. In a few cases (stripe 
disease of narcissus, Fiji disease of sugar cane) they are caused by viruses. They 
may vary from tiny swellings involving a few cells of the epidermis as in the 
early stages of wart disease of potato ( Synchytrium endobioticum (Figs. 249, 250)) 
to the soft rounded tumours several inches across of maize smut (Fig. 141), or the 
large woody masses formed sometimes in crown gall (Figs. 142, 375) or in certain 
rusts on Acacia , ( Haplophragmium , Uromycladium). The term gall is sometimes 
extended to include organic outgrowths or proliferations, such as the leafy organs 
formed in cereal cars attacked by Sc/erospora and also to cover cases of uniform 
enlargement of an organ, as in flowers of some Cruciferae infected by Cystopus 
candidus, or the ' bladder plums ’ produced by Taphrina pruni. 

Galls due to Tissue Swellings : 4 Histoid ' Galls 

Some of the simplest galls are caused by species of Synchytrium. The fungus 
may be confined to a single epidermal cell which generally becomes much enlarged. 
Neighbouring cells also react, usually hyperplastically, and the host cell becomes 
surrounded by a sheath which, as in S. taraxaci on the dandelion, may be derived 
from both epidermal and subepidcrmal cells. The bordering cells in this little 
gall elongate tangentially to the host cell and divide by walls at right angles to the 
latter. A small-celled sheath of two or three layers in depth is thus formed around 
the enlarged cell containing the fungus. No intercellular spaces occur in the 
sheath nor is there any detectable difference between the derivatives of the epider¬ 
mis and mcsophyll that constitute it; there appears to be also no tendency to 
form cork, perhaps because of the short duration of active stimulation. Another 
very simple epidermal gall is caused on poplar leaves by Taphrina populwa, syn. 
T. aurea, the mycelium of which is situated between the cuticle and epidermis 
and for a short distance down between the cells of the latter. These cells 
elongate to two or three times the normal length and may divide once or twice, 
the result of their uneven growth in the developing leaf being the formation 
of a small bulge on one side of the leaf and a corresponding depression on the 
other. 

Another leaf gall of a simple type is that formed on apple leaves by the aecidia! 
stage of Gymnosporangium juniperi-virginianae in America. The affected part of 
the leaf is swollen to two or three times its normal thickness by a great increase 
in height of the spongy mcsophyll cells, the palisade being little altered. The 
elongated cells divide by transverse or oblique walls and the intercellular spaces 
are lost. In the thickened leaves produced on the shepherd’s purse (6 apsclla 
bursa-pastoris) by infection with Cystopus candidus, the mesophyll is composed 
wholly of large round cells, distinction between palisade and spongy cells being 




Fic. 142—Galls and gall formation. Crown gall (Bacterium tume/aciens) on various hosts. A, on 
roots of one-year-old budded peach tree. B . on one-year-old cherry (budded tree) on Mazzard 
roots (photos of A and B by Bur. Plant Indus., U.S. Dept. Agric. By permission of E. A. 
Siecler). C, on tubers of dahlia (photo by Dennis). D, on apple (photo by Wormald). E, 
* on beet. F, cross-section of same (photos bv Scott Wylie). G, club root on swede (photo by 

Scott Wylie) 







^ IG «Vt» ^ . Ra l*i’ ,* >Cac *V* ea ^ cur * (Taphrina deformans). A. transverse section of swollen 

a heilfh If mUch dis,ortcd - compared with section of a healthy leaf. B. section of 

in v K‘ k/t - • ’ scc, ' on *he swollen leaf showing the much thickened distorted lamina 

thr'naWs dls,in J ,,on between palisade and spongy tissues is lost ; cell division has occurred in 
,, i CC wh,ch havc also losl lhc ' r normal shape, becoming almost isodiametric in 

, r layers *' notc considerable increase of cells in spongv tissue, with reduction of inter- 
cenuiar spaces (drawn to same scale as B). D, the sub-cuticular asci, two containing ascosporcs, 
and the other budded * conidia * or secondary spores 
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lost. Taphrina deformans (Fig. 143), also thickens the peach leaves that it attacks, 
and causes the palisade cells to multiply and lose their normal shape, becoming 
almost isodiametric in the outer layer, where they are hard to distinguish from 
epidermal cells. Exohasidium oxycocci makes all the mesophyll into a uniform 
type of parenchyma without intercellular spaces in I 'accinium macrocarpoti , 
one of the cranberries, but in the thickening caused by E. raccinii in I\ vitis- 
idaea leaves, the palisade is little altered and the swelling is due to the development 
of roundish or polygonal cells with no intercellular spaces in the spongy parenchyma. 
A simple stem gall is the common one on goutweed or hishopweed (Aegopodium 
podagrariae) caused by Protomyces macros poms, where there is a hypcrplasy of the 
outer cortical cells, restricted to those in the neighbourhood of the intercellular 
hyphae. The easiest way to locate the hvphae of this fungus in the early stages 
of infection is to look for a fully formed cortical cell in process of division. 

Somewhat more complex arc the small corky swellings that constitute the 
disease known as scab on the leaves and twigs of citrus plants. The parasite, 
a conidial stage of the fungus Ehinoe fauretti, causes in attacks on the under surface 
of the leaf a necrosis of a few superficial cells, and provokes a hypcrplasy of the 
underlying spongy parenchyma. The new cell walls are roughly parallel to the 
necrosed surface, and the reaction may extend through the leaf and cause some of 
the palisade cells to divide. Cells near the lesion elongate considerably and 
divide by several cross walls. A band of the new cells thus formed becomes a 
cork cambium. This extends up to the epidermis all round the lesion, and cuts 
off cork on the side next the latter and a little phclloderm towards the sound 
tissues. All the primary cell walls of the hyperplastic area are thickened, and 
intercellular spaces are much reduced. 

A good example of a gall restricted to the vascular region is that produced by 
Sorosphaera veronicae on Veronica chamaedrys, the germander speedwell {2 \ The 
swelling starts in the procambial region of the shoot, from the point behind the 
apical meristem where the xylem is just beginning to form, and extends backwards 
without involving the cortex or pith, and sometimes outwards along a young leaf 
bundle. Spiral vessels can be found throughout its length but do not occupy any 
fixed position in relation to the mass of gall tissue, being sometimes on its inside 
towards the pith, sometimes on its outside towards the cortex, sometimes in the 
middle. This shows that the gall tissue is formed not only from the cambium, 
but from cambial derivatives lying around the protoxylem vessels. It consists of 
more or less polygonal cells of a very uniform type, the only other elements found 
in the swollen part being the few xylem elements that were already differentiated 
before the parasite reached the area, and some scattered groups of elongated cells. 
The parasite, an intracellular one, does not appear to occur in all the tumour cells, 
but the hypertrophy (which is sometimes marked) and hyperplasy are general 
throughout the region involved. The cortex and pith usually undergo no histo¬ 
logical modifications, though there are indications that, in later stages, the parasite 
may reach the inner cortex by passage from within through the endodermal layer. 

In the finger-and-toe or club-root disease of turnips (Fig. 144), cabbage 
and other crucifers, the parasite Plasmodiophora brassicac (like the last, one of 
the Plasmodiophorales) is again mainly confined to the central cylinder. In 


PT. I 


198 GENERAL PRINCIPLES 



l u;. 144.—Galls involving «hc vascular region. Club rooc of cabbage. Part of central cylinder of 
the stem, inoculated with Plasmodiopltora bratticae. A, enlargement of medullary rays. B, 
showing a later stage of disruption in the wood following proliferation in the rays (after Kunkcl, 
J. Agric Res.) 

inoculations on cabbage stems the fungus reaches the cambium fairly soon and 
induces a marked hyperplasy in the cells in this region. The elements cut off 
on the xylem side remain undifferentiated and again rapidly divide. In older 
stems the medullary rays arc chiefly infected and show great hypertrophy and 
hyperplasy. Except at the point of original invasion, the phloem and secondary 
cortex only become infected outwards from the cambium. In roots the bulk 
of the hyperplasy is in the cambium and the phloem initials adjoining it; the new 
cells in the position of the phloem arc thin-walled and accumulate starch. The 
increase in size of the medullary rays may divide the vascular ring into widely 
separated bundles which ultimately may become much distorted by the uncontrolled 
growth in the rays. New trachcidal tissue develops in the rays. The changes 
that occur in the vascular region in this disease show a certain similarity to those 
already mentioned as occurring in allied plants as a result of physiological pro¬ 
cesses consequent on the prevention of flowering (Figs. 147, 277, 278). 

In various other types of gall, insect as well as fungal, the tendency already 
mentioned for the cambium, when stimulated to abnormal activity, to cut off 
non-lignified parenchyma without fibres and with fewer and thinner-walled 
trachcids on the xylem side, and secondary parenchymatous phloem outside is 
strongly marked. In some of those that cause the medullary rays to enlarge, so 
as to separate the vascular ring into isolated bundles, these tend to become bordered 
by a cambium forming in the ray cells and in the region of the protoxylem, very 
much as was found in the thickening due to prevention of flowering in kohlrabi. 

I he underlying causes of these processes are not known, but the similarities are 
sufficient to suggest that whether the stimulus is a fungus or an insect or purely 
‘ physiological ’, the response follows along certain broadly defined lines. 

In some fungal and bacterial galls all or nearly all the tissues may become 
involved in the swelling. The thickened axial shoots that are the most prominent 
feature of the destructive witches’ broom disease of cacao in the West Indies 
and South America, due to Marasmiusperniciosus (Figs. 99, 145), are good examples 
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of this. As many as a thousand of these may be found on a 
tree. The swelling may involve every tissue from epidermis 
to pith, sometimes almost equally, each being two or three 
times the normal thickness, sometimes mainly in the cortex 
or the xylem. Most of the thickening in the xylem seems 
to be from cambial activity, but in the other tissues it is 
mainly due to division of parenchyma in situ. The pericyclic 
region and deeper tissues may proliferate to such a degree 
that the cortex is crushed, or may become so parenchymatous 
that it is almost impossible to define the inner limits of the 
cortex, though scattered groups of pericyclic fibres can still 
be distinguished. All the parenchyma cells, except those 
nearest the epidermis, assume the same shape, elongated 
radially and with thin walls. The xylem vessels arc broader 
and thinner than usual and the part of the xylem near the 
cambium is largely parenchymatous. The fibres become at 
first septate, then reduced in numbers, and finally are not 
formed. As the thickened shoot grows in length, tissue differ¬ 
entiation is decreased. In the swollen leaves the distinc¬ 
tion between palisade and spongy parenchyma is lost. The 
‘ brooms ’ are short lived (some six weeks) and remain soft 
and fleshy, cork being rarely found in them. 

The huge Uromycladium galls formed on species of Acacia in Australasia 
(that caused by U. notabi/e may be over a foot in diameter) start usually by a 
proliferation in the phloem, infection beginning generally before cork has developed. 
The outer tissues are deformed and ruptured by pressure from within, due both 
to expansion of the phloem and pericycle and to the production of wound wood 
composed of unlignificd rows of tracheids, with a few wide vessels and an excess 
of parenchyma. The identity of the original cambium is lost at an early stage, 
and later it becomes impossible to distinguish clearly between phloem, cambium 
and outer xylem. Cork may form in the pericyclic region or the outer cells may 
continue to proliferate as hyperhydric tissue. Tracheids may develop in any of 
the tissues that take part in the formation of the gall. 

No plant gall has been so completely studied as crown gall caused by Bacterium 
tumefaciens (Fig. 142 a-f), because of its intrinsic interest, its wide range of host 
plants, some of considerable economic importance, and (perhaps mainly) because 
of suggested analogies between it and cancerous growths in man and animals. 

The organism which causes crown gall is one which is not ordinarily provided 
with enzymes capable of dissolving the polysaccharides of cell walls or starch, 
so that it does not form cavities or penetrate into the interior of the plant cells or 
induce soft rotting. On the other hand, it has marked powers of stimulating the 
cells in its immediate vicinity to divide and form hyperplastic masses of tumour 
tissue. When it is inoculated into the tissues of herbaceous stems that are still 
growing, it may occur in the intercellular spaces of considerable lengths of stem 
formed subsequently to the inoculation and it may also spread actively or passively 
in the fully grown internodes, along the xylem or where, as in the pith or cortex, 



Fic. 145.—Comparison 
of normal and 
swollen midribs of 
leaves from cacao, 
to show the effect 
of Marosmins f>e>- 
nitiosits (after Went. 
Butler, .-inn. ••//>/>. 
Biot.) 




F,C nortinn^f 0 ^ ^ Bacter, " m ’•••"efaciem). A, radial longitudinal section through outer 

fn ? n( K 7 tomato showing the relation of the bacterial zoogloeae to the intercellular 
l . u Pl erma l t,SSUeS - B ' a * an Kential section where the zoogloea has reached its 
K : moV, " g ,n a rad,al direction from an adjoining space, the zoogloea advan- 

f H d ! TC V l T; e C,a lon *- ,,,ud,naI section through central portion of the pith of a young 

o a ° s em ( - 800) (after Hill, Phytopath.). D, a section of portion of a sub-aerial gall on 
\ cane 0 rcd raspberry, showing the formation of trachcids from the gall parenchyma ; 
note evidence of meristcmatic activity at periphery 
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intercellular spaces are in vertical communication with one another for some 
distance longitudinally. In these cases it may give rise to continuous strands of 
tumour tissue formed by the division of bordering cells, or it may only cause 
visible hyperplasy (‘ secondary tumours ') here and there along the course of its 
extension. It is not uncommon to find, follow ing inoculations of this type towards 
the top of the stem, closed vascular rings, spheres or cylinders in the pith and cortex. 
When these are found in the pith the orientation of the tissues is frequently in¬ 
verted, the phloem being inside and the xylcm outside the cambium (Fig. 147). In 
the cortex and petiole the orientation is normal, and in the latter situation the 
stimulation from the parasite may lead to the formation of a closed concentric 
bundle by division of the ground cells of the petiole outside the leaf trace, just 
as occurs when a petiole is rooted as described above. The centre of the new 
formation is a mass of tumour tissue in which cells of the ground parenchyma 
not transformed into tumour cells may sometimes be seen. In some of these 
infected petioles the organism has been found to occur in the protoxylem, and the 
meristematic divisions in the ground tissue begin opposite this point. 

Tumour strands in the outer cortex resulting from inoculations of line/, 
tumefaciens in this region have been found to arise from extension of the bacteria 
along intercellular spaces running longitudinally in the stem or drawn out by 
rapid elongation of young parts, the cells bordering the infected spaces being 
stimulated to active division (Fig. 146). A secondary gall has been found to 
develop at some distance from the point of inoculation, and in this a closed vascular 
sphere may occur, having no vascular connection with the central cylinder of the 
stem. In some pith strands the cells bordering the first-formed tumour cells may 
show only hypertrophy but in others a vascular cylinder develops, with xylem 
outside. The vascular tissue may form around a core of tumour cells in a part 
only of these strands ; in strands in the pith and cortex it develops independently 
of the original cambium and usually at some distance from it. The inverse arrange¬ 
ment of the bundles thus formed in the pith resembles that found normally in 
many families of plants possessing medullary bundles. Sometimes also, both in 
normal pith and in the protoxylem of inoculated plants, only a little nest of phloem 
occurs without cambium or xylem, and it is interesting to note that a similar 
formation has been found in the middle part of the protoxylem parenchyma in 
kohlrabi plants prevented from flowering. The exciting cause of these inverted 
normal or induced formations appears to be unknown, though attempts have been 
made to explain them. 

When crown gall results from inoculation into the deeper layers of a herbaceous 
stem the tumour tissue may appear to burst through the central cylinder and cortex 
to the outside. This appearance is due to a progressive hyperplasy of the ray 
and cortex cells, the outer layer of the latter being sometimes crushed by pressure 
from below-. In such erupting galls it is easy to follow the conversion of the normal 
cells into gall tissue by multiple division. In the tomato, the gall cells thus formed 
become smaller and smaller, by division, for some weeks, then enlarge somewhat; 
an average normal cell of the cortex may be nearly 5000 sq. \i in area, and this 
may fall by division to 166 /x after about a month and rise to over 400 /x in about 
two months. 
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”n wiu Cross ‘ scc! "‘ n ^nflowcr stem inoculated with crown Rail (Bacterium tumefacicns) by a 
lnlvr nd ,n f , hc >0 u ng flmvcr hcad ’ sho ' vin « vascular rin R , cortex, and epidermis formed 
Jor r.t ,£? * Hc CC ? trc 1 '? ,hcSC pi,h ,>undlcs ,hc orientation of the tissues is in- 

' X ph,OCm bcm «. ,ns,d 5 and ,hc *>lem outside the cambium ; a few Rlandular hairs line 
ca\it>, these resembling the normal epidermal hairs ( x circa 5) (after Smith, Mem. Nat. 
Acad, Act., 22, No. 4) 


I he tumour tissue from secondary tumours in herbaceous plants appears 
to be able to continue growth after removal from the infected plant. It still goes 
on growing when, after several * generations bacteria cannot be isolated from the 
mass of tumour cells and the ground-up mass is incapable of infecting healthy 
plants. I he apparently sterile tumour mass can be implanted by grafting into a 
healthy sunflower and will continue to grow into a tumour resembling a typical 
crown gall on the plant, reaching sometimes a diameter of 1 cm. after seven weeks. 
Work at Last Mailing has shown that similar tumours can be produced by the 
growth-promoting substance indolebutyric acid, while in America it was found 
that indoleacetic acid causes both primary and secondary tumours, the latter at 
some distance from the treated site. Though it has been found that B. tumefaciens 
can form indoleacetic acid in media containing tryptophane or other nitrogen 
compounds of high molecular weight, and the accumulated evidence indicates 
that a diffusible substance is concerned in the development of the tumours, it is 
not yet clear what the substance is or whether it is a product of the host cells or 
of the metabolism of the bacteria, or even if it is one of the recognised growth- 
promoting substances, such as indoleacetic acid, at all. 

In woody stems such as those of the raspberry or blackberry, in which 
crown gall is not uncommon, the galls may appear as multiple outgrowths. 
In these infections the swelling may at first be confined to the region of the 
pericyclc outside the fibre bundles (Figs. 148, 149). There may be no nests of 
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tumour tissue, as in the herbaceous stem galls, the swelling consisting of thin- 
walled radially elongated parenchyma in rows and with scanty contents. The 
multiplying cells lie below the cork, in the pericvcle, which form in layers 
(the so-called polyderm) in the neighbourhood of the cndodermal region. At 
this stage the new tissue may be regarded as a parenchymatous derivation of 
the actively dividing pericycle, but the reaction soon extends down between the 
fibre bundles and involves the tissues between them and the outer part of the 
phloem. The growth in this position bends up the pcricyclic fibres and sepa¬ 
rates groups of them widely from one another. Here and there, usually not 
over the whole arc underlying the gall, the cambium is stimulated to form 
wound wood, which is sharply differentiated from the normal xylem by a scarcity 
of fibres, the thinner walls and wider lumina of the tracheids, and the absence 
of large vessels. In the tumour mass outside the cambium single tracheids or 
tracheid groups are formed by differentiation in individual tumour cells, just 


Fio. 148.—Transverse section of stem of Himalaya giant blackberry affected with crown gall, 
showing general plan of host and gall tissues. Inset, in circle, section of cane showing entire 
gall in relation to the axis. The large-scale drawing is taken from right-hand portion, at junction 
of gall and stem. A, the outer layers of the pericycle, becoming meristematic. B, the cortical 
host tissues. C, the outer pcricyclic cambium fanning out into the gall to form secondary 
parenchyma. D, th» thick-walled tracheids of medullary ray, added to from above by the 
pcricyclic cambium ; note the torn phloem and cavities, and crystals ; the deep dent in the 
surface of the axial cylinder opposite the medullary’ ray. E, displaced vascular bundle. F, G, 
tracheids and fibres, developed probably from medullary ray and cambium, sweeping out into 
the base of the gall in Fig. 149- intrusive parenchyma (after Jones, Phytopath.) 
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Organoid Galls 

There is another type of structural modification sometimes produced in plants 
as a result of the presence of a parasite in the tissues to which, though the changes 
are morphological rather than histological, the term ‘ gall ’ is often applied. These 
‘ organoid ’ galls, as distinct from the ‘ histoid ’ type already discussed, result 
especially from systemic infections with obligate parasites of the kind that do not 
kill the invaded plant parts at an early stage of parasitism. They arc characterised 
by changes in the morphological plan of the shoots or other organs affected, or in 
the rhythm of their development. 

Marked changes in symmetry and habit may be found in plants affected by 
some rusts and mildews. A good example is the change from the normal short 
unbranched stem, with radical leaves, of l.aunea asplenifolia, a common Indian 
weed, to an elongated much branched axis, with caulinc leaves, when infected 
with Puccinia butler i, a systemic rust. Stem elongation is caused by Ustilago 
hypodytis on Elymus arenarius and Sclerospora sacchari (oospore stage) on sugar 
cane (8) , and the number of internodes and leaves is increased by various 
rusts, e.g. Vromyces pisi on Euphorbia cyparissias and by Gibbcre/la fujikuroi in 
the ‘ bakanae ' (elongating) disease of rice in Japan, where it has been traced to 
the production of a crystalline active principle gibberellin ; shortening of inter- 
nodes (up to 45 per cent.) occurs in rye attacked by l rocystis occulta. 

The symmetry of the leaves is altered in some diseases. They may be changed 
from simple to irregularly lobed in Bcrberis buxifolia attacked by Aecidium jacobs- 
thalii in South America. In the ' reversion ’ disease of black currants (Fig. 389) 
(Part II, p. 830) one of the most useful aids to diagnosis is the change in 
the venation and, especially, the lobation of the leaves of affected plants. The 
reverted leaf may have only three main (palmate) veins, diverging from the top 
of the petiole to the extremity of three main leaf lobes, instead of the usual five of 
each. Lateral sub-veins from the middle main vein (the midrib) are reduced to 
about half the normal number, but they serve to supply nearly all the teeth on the 
leaf margin, whereas the 10 to 16 sub-veins of the normal leaf do not supply more 
than about half the teeth of the apical lobe. The reverted leaf, best seen on wall- 
grown shoots in May and June, is smaller, narrower, flatter at the base, coarser 
and of a deeper green than normal. An extreme example of the opposite tendency 
is to be found, as the name implies, in the ‘ fern leaf' type of tomato mosaic 
disease (Fig. 172), while some forms of tobacco virus infection can cause a twisting 
of the leaf so that the under surface faces upwards. Another remarkable effect 
of virus infection on leaves is the formation of * enations ', green cup-shaped or 
blade-shaped protusions, generally on the under side of the leaf. Distortions 
due to virus diseases, however, will be more fully discussed in Chapter VIII. 
The very remarkable leafy outgrowths from the leaves of bracken caused by the 
fungus Taphrina laurencia in Ceylon are probably due to processes similar to those 
causing enations. 

Perhaps the most profound modifications of the type under discussion are 
caused in inflorescences and single flowers by the action of certain fungi and viruses. 
One of the commonest of these changes is the inducement of ‘ phyllody * or the 
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transformation of flower parts into leafy organs. This is found in several virus 
diseases of tomato, sandalwood and other plants, in the flower of the Japanese 
plum Primus mume , infected by Caeoma makiuoi , and in certain crucifers attacked 
by Cystopus ccmdidus. Single flowers may be doubled by the development of 
additional petals (Viola sylvestris infected by Puccinia violac) or their symmetry 
may be changed from the regular (actinomorphic) to the irregular (zygomorphic) 
plan and vice versa; in Matricaria inodora attacked by Peronospora radii ligulate 
flowers may be found in the centre of the disc and tubular flowers at the margin). 
I he rudimentary stamens in pistillate flowers of Lychnis dioica may become fully 
developed when attacked by l stdago violacea , except that the pollen is replaced 
by spores, while in the contrary direction the maize ‘ tassel ’ (male inflorescence) 
when infected by U. zcae may bear female or bisexual flowers, or even normal 
grain at its base. Some rusts prevent flowering of the host when there is a perennial 
mycelium extending from the root-stock to the growing point but permit normal 
flowering when the infection is local (6 \ 

I he effects produced on the inflorescence of certain crucifers by Cystopus 
Candidas may be very intense (Part II, p. 635). The flower stalk and axis of the 
inflorescence may be enormously thickened (up to 12 to 15 times the normal 
diameter), while the floral parts arc wholly or in part fleshy, green or violet and 
persist instead of falling early. 'The petals may resemble sepals and the stamens 
become leaf-like or occasionally like carpels. The latter may be open instead of 
united into an ovary, while the ovules and pollen grains may be atrophied, thus 
causing sterility ; sometimes the pistil may be much swollen into a conical thick- 
walled sac containing sterile ovules while the anthers may have supplementary 
pollen sacs or become like carpels by the development of stigma-like structures 
at the tip and rudimentary ovules along the margin. Occasionally the flowers 
revert to the primitive spiral insertion of their parts. Chlorophyll and starch 
may be copious even in the petals and stamens ; hairs may develop on the anthers, 
and stomata in the inner epidermis of the enlarged ovary. In this case the tendency 
to a lessening of differentiation in the tissues of the swollen parts, which is marked, 
is carried further to a tendency to reduce the differentiation of organs. 

One of the most striking cases of viresccncc of the inflorescence accompanied 
by leafy modifications of the floral parts is the ‘ green ear ’ disease of millets in 
India, Africa, Japan, the United States, and elsewhere, caused by Sclerospora 
graminicola. As the name suggests, the chief symptom of the disease in the 
commonly affected bullrush or pearl millet, Pcnnisctmn typhoidcuni, is the trans¬ 
formation of the solid spicate ear wholly or in part into a loose green head, com¬ 
posed of a mass of small twisted leaves. This is due to the replacement of the 
upper part of the axis of each floret, which normally forms the grain, by a short 
leafy shoot. 'I he bristles below the glumes are enlarged and contorted and the 
fertile glumes enlarged and sometimes turned green. The stamens arc often 
converted into minute leaf-like organs with a distinct division between blade and 
sheath. When not so transformed, they may occur as brown pointed bodies with 
no trace of the anthers, or if the anther is formed, its size relative to that of the 
filament may be much altered and pollen may be absent. The pistil often under¬ 
goes median proliferation, being replaced by a small leafy shoot, but sometimes 
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by a minute branched axis with undeveloped buds, or by a simple, hollow, horn¬ 
like growth, which may be a leaf united along its edges. Sometimes two spikclets 
arise from the pedicel instead of the usual one, and the number of florets on a 
spikelet in infected ears may be increased from two to three or four. On the other 
hand, oats infected by Sclerospora macrospora in Mississippi bore only a single 
seed-like structure in the glumes instead of the normal two close together. The 
median floral proliferation, which is the main characteristic of the ‘ green ear ’ 
cereal diseases, occurs also in certain virus diseases. 

A remarkable instance of structural modification is caused by an organism 
first isolated in the United States from fasciated sweet peas. Later, this organism, 
Bacterium (or Corynebacterium) Jasciam , was found to be parasitic in a number 
of garden and other plants in England and to cause leafy and fasciated outgrowths 
from the buds at the crown of the root-stock and at the stem nodes, when inoculated 
in these sites. In some plants the leafy shoots from the base are so numerous as 
to appear like moss. Bud inoculations on seedlings (e.g. French bean) cause galls 
at the growing point and in leaf axils, with a complete check of normal growth ; 
in other plants fasciated or cauliflower-like shoots are produced. Proliferation 
is confined to the bud tissues, inoculations elsewhere on leaves, stems and roots 
producing no effect. Amongst the 25 genera from which B. fascians has been 
isolated are peas, beans, strawberries, chrysanthemums, petunias, and asparagus. 
In strawberries a high proportion of inoculated seedlings of the St.-Jean variety 
developed leafy and floral abnormalities resembling those caused bv cauliflower 
disease, but the inoculation of 1 runner ' plants gave inconclusive results. 

The term witches’ broom is applied by the country people in some parts 
of Europe to irregular tufts of crowded twigs found in trees and shrubs. They 
have, as indeed have several of the ‘ organoid ’ type of galls above-mentioned 
(including those in the last paragraph), some of the characters of ‘ histoid ’ galls, 
for the tissues that take part in their formation arc often swollen. Their chief 
character, however, is the production of short twigs in irregular groups, often 
all turned upwards and with small leaves. When due to fungi, rusts and species 
of Exoascaceae are mainly concerned ; the fungus passes into the new shoots 
produced each year, and often fructifies on them. When spore production is 
finished, the leaves and sometimes the younger twigs die off. Well-known examples 
are the brooms produced by Taphrina cerasi on cherries and those on silver fir 
-{Abies pectinata) due to Peridermium elatinum. Mites and insects sometimes cause 
similar growths, and some brooms on pine and spruce are not caused by parasites, 
but appear to be due to an innate heritable tendency of the tree. 

In galls, whether ‘ histoid ’ or ‘ organoid ’, with rare exceptions, there is 
nothing new in the tissues or organs of reaction, but merely a disorganisation or an 
intensification or inhibition of normal processes of tissue and organ formation 
and differentiation. The parasite can do no more than call out or suppress powers 
which the cells and tissues already possess, powers which plants can ordinarily 
make use of in dealing with such accidents as wounding or in meeting extremes 
of environmental or nutritional or growth modifying conditions. Indeed, most of 
the modifications in tissues and organs caused by parasites can be paralleled by 
those brought about by physiological processes without the intervention of a 
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parasite, or by examples selected from the extensive literature of plant teratology. 
In the ‘ quercina ' virus disease of the thorn apple Datura stramonium the spines 
on the capsules are eliminated, the stigmatic surface of the pistil is elongated, the 
tubu ar corolla becomes one with separate petals, and the leaf margins are eroded. 
All these modifications have been recently found in a hereditary mutation of the 
same host ' . In speculating on the causes that may underlie some of these modi¬ 
fications, especially those of the type found in organoid galls, it is impossible to 
avoid the suggestion that they may be due to dislocation in the production or move- 
ment of growth controlling substances, much light on the existence and properties 
ot which has been obtained in recent years. Little knowledge, however, is as yet 
available as to the part they play in stimulating gall formation though, as already 
mentioned they seem to be concerned in the production of crown-gall tumours. 
It is worth mentioning that phytohormones are formed in abundance by some 
ungi (yeasts, Rluzopus, Clomerella cingulata) and may have a similar effect to 
those in a crude lentil extract in promoting growth in Nematospora and fructifica¬ 
tion in many fungi <?. It , s not only the meristems that have the ability to 
respond to stimulation by the development of new tissues or by modifications in 
t ic products of their activity : other living tissues can play a part not less important. 
INo doubt meristems respond very readily, and there may be indications that the 
pencyc ic region is easily stimulated into activity in some plants, but the examples 
given above show that this sensitiveness must not be given undue importance. 

1 fie generalisation has been made that in all living plant cells there slumbers the 
potentiality for the development of all histological characters that appertain to 
t e particular species. The study of galls gives point to this remark. 

Effects on Single Cells and Cell Membranes 

So far the pathological modifications discussed have been chiefly those affecting 
tissues and organs of the plant. The changes in single cells and cell membranes 
brought about by the presence of a parasite have been only incidentally referred 
to both in this chapter and in earlier ones, but it will have been inferred that they 
tall into certain main groups according as the parasite is a cause of cellular necrosis 
or is one which stimulates the cell to divide and become more or less meristematic, 
or even lives in equilibrium with the host, causing no appreciable change in the 
earlier stages of its development. 

Cell Contents 

The cell may be killed without reacting against the attack. There may be no 
increase in size or change in the nature of the contents, except such as results 
from their death and consumption by the parasite. The whole cell contents may 
collect towards the centre in a grumous mass, which turns brown apparently from 
the oxidation of substances like tannin present in the cell, and breaks up into 
amorphous granules often with the formation of refractive brown globules ; these 
have been mistaken for parasites ( Pseudocomis ) on several occasions. Some¬ 
times the liquid of the cell is rapidly removed, and the ordinary effect of wilting 
from drought (plasmolysis) is produced. Starch may be hydrolysed, or may 
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be left unaltered especially when the cell has been rapidly dried out. Several 
of the potato tuber rotting species of Fusarium can hydrolyse gelatinous starch, 
but have no effect on the unbroken starch grains of the tuber. Chlorophyll may 
be reduced — leading to pallor of the infected area ( Vcronosporaccac) — or destroyed, 
when browning usually follows. Or it may be increased (reversion disease of 
black currants) or preserved to form green islands after the rest of the green tissue 
withers (many rusts, Rhytisma acerinum on the leaves of sycamore, Septoria a pit 
on celery, apple scab on leaves sometimes). In some rusts there is evidence that 
not only is the chlorophyll preserved but the chloroplasts are stimulated to 
increased activity by the fungus A development of red or purple pigment 
due to the formation of anthocyanin often results from infection by rusts, 
Exoascaceue and other fungi, especially on the side towards the sun. This is also 
a frequent occurrence in the abnormal stems, petioles and leaves produced by 
systemic rusts and other parasites such as Bacterium fascians. The common 
Oidium euonymi-japonic! causes large red blotches trom this cause on Fuonymus 
leaves in the spring, which extend beyond the area bearing the haustoria of the 
fungus. The nucleus may be enlarged or become lohed or even fragmented, 
as in cells of the shepherd’s purse attacked by Cystopus candid us. Calcium 
oxalate crystals may be increased in apple scab, or reduced in buckthorn infected 
with the accidial stage of Puccinia coronata. Infection is reported often to stimu¬ 
late the activity of the mitochondria, and also to cause an accumulation of 
phenolic compounds in the cell vacuoles. These have been thought to exercise 
a protective action against parasites. The distastefulness of uncongenial or 
resistant hosts to some fungi is probably due to the presence of substances in 
the cells ; but it is a local reaction and not comparable with the formation of 
true antibodies such as play so important a part in the protection of the animal 
body against disease. 

Cell Membranes 

Action by the parasite and reaction by the host are more obvious in the cell 
membranes than in the cell contents. It has already been mentioned that the 
parasite may penetrate cell walls by pressure or by the solvent action of enzymes, 
pressure being chiefly used against cutin and suberin but also sometimes against 
internal walls devoid of these substances, while the pectin and cellulose membranes 
of the softer interior tissues arc usually dissolved by enzymic action. Action on 
cellulose membranes has been, perhaps, most fully studied in certain leaf and 
twig parasites which occupy chiefly the subcuticular and epidermal walls (Fig. 150) 
and in fungi which attack woody tissue ; action on the lignin (which is responsible 
for the most widespread of the secondary modifications which the primary mem¬ 
branes undergo) is best seen in woody tissues ; while the soft rot which results 
from pectin dissolution_has been most closely studied in tubers, fruits and other 
storage organs 10 >. 

Cellulose is the most important constituent of plant membranes, forming the 
bulk of the walls of the softer tissues and of all young parts that have passed the 
pectic stage. Most parasitic endophytes are capable of dissolving cellulose by 
means of cellulose enzymes. Sometimes the power is restricted to certain organs 
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I-10. 150.—-Action of Lophodermium pi no Ur i in the leaf tissues of Scots pine. The fungus dissolves 
the middle lamella of the vertical walls of the epidermal cells. The sclerosed thickenings in 
the latter are thus removed to make room for the apothecia. at the base of which they collect, 
as in H, being pushed down by the developing fungus. C, an carlv stage of apothecial develop¬ 
ment showing ascogenous hyphae, and formation of a thickened roof to the apothccium (after 
Jones, Ann. Bot.) 

or stages in development of the parasite, as in a number of Pcronosporaceac , 
smuts, and the like that are intracellular in or near the epidermis in the early 
stages of penetration but are subsequently confined to the intercellular spaces; 
pressure, however, may be involved also in some of these last. Cellulose and other 
membranes may be penetrated by a hole which docs not subsequently enlarge, 
presumably because in such cases the enzymes involved arc released only from 
the tips of the hyphae. 

In the subcuticular parasites whose vegetative thallus is mainly just below the 
cuticle or in the outer surface layers of the epidermal cell walls, entry into the 
host is effected by a fine infection hypha ; this penetrates the cuticle and enlarges 
below into a mycelium which does not gain access to the lumen of the underlying 
epidermal cell. Some seem to dissolve their way in the cellulose part of the wall 
(apple scab) (Fig. 151), others to force a passage by mechanical means (Giugmirdid 
bidwellii). The epidermal walls arc often impregnated with cutin, cutinised walls 
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sometimes extending to the radial and inner 
sides of the cells ; mechanical force may In- 
required in passing along these, since cutin¬ 
dissolving enzymes have not been found. 
But in most fungi of this type there are evi¬ 
dent signs of dissolution of the cellulose and 
little doubt that the fungus gets part of its 
carbohydrate nutrition from this source. In 
practically all subcuticular fungi there are. at 
the same time, signs of depletion of the un¬ 
derlying cell contents, modifications in the 
chloroplasts, desiccation and browning, often 
accompanied by a formation of wound cork 
deeper in, so that there is evidently a passage 
of substances (enzymes, toxins, or the like) 
from the fungus to the host cell and, pre¬ 
sumably, a transfer of nutrient in the reverse 
direction. The vegetative thallus, which often 
extends down to some extent in the radial 
walls of the epidermis, eventually is able to 
complete its development and form spores, 
set free by rupture of the cuticle. 

Another group of fungi which consume 
the cellulose of the cell membranes comprises 
those responsible for the brown rots of wood. 
This is a large group containing both para¬ 
sites and saprophytes but all characterised by 
attack restricted more or less completely to 
the cellulose, pentosans, and hexosans of the 
wood, and all increasing the acidity and the 
solubility in alkali of the products of decay. 
Even in extremely decayed wood, however, 
all the cellulose is not necessarily destroyed, 
and part of the pentosans may also be left 
( I'omes roseus). Lignin is little affected in 
this type of rot, the enzymes concerned in 



Flo. 151.— A, infection hypha of I 'cniuria 
inatqualis entering cuticle of apple 
fruit. li, diagram of digestive action 
of a hypha on the outer membrane, 
in transverse and longitudinal section: 
M, hyphal cavity ; »//, hypha wall ; b, 
brown products of digestion ; c, zone 
of digestion ; nil, cutiniscd part, and 
cc, cellulose part of membrane. C, 
formation of reactionary cork in apple 
twig attacked by I ‘cniuria inacqua/is. 
D, penetration of the reactionary cork 
formed in pear twig attacked by 
I 'cniuria pirina (A, after Wiltshire ; 
H I), after Ducomct. From Butler’s 
Fungi and Disease in Plants) 


which seem to be those which effect hydrolysis (see p. 71). All the fungi in¬ 
volved can use cellulose as a source of carbohydrate nutrition ; tests at the Forest 
Products Research Laboratory at Princes Risborough have shown that Trametes 
serialis can live with chemically pure Sitka spruce cellulose as its sole carbohydrate 


nutrient. The cellulose is usually converted into glucose before consumption. 
All the fungi in this group can also use the hexose and pentose sugars that result 
from the hydrolysis of hexosans and pentosans. Easily hydrolysable hexosans 
such as mannan and galactan may be amongst the earliest substances to be con¬ 


sumed, though more usually the pentosans are the first to disappear. 

Amongst the saprophytic species affecting wood in this way the best known is 
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Merulius lacrymans, the chief cause of dry rot in structural timber in temperate 
climates (Fig. 18). This fungus dissolves much of the cellulose in six months, 
during which time it can cause a loss of 45 per cent, by weight of the wood, rising 
to about 70 per cent, in two years. Like many other wood destroyers it forms 
much water from the wood, which drips away (hence the name lacrymans ) and 
also provides the moisture necessary for its further progress into dry timber. 
There is little or no delignification, the residue consisting of a rather homo¬ 
geneous lignin body apparently similar to that yielded by sound wood on treatment 
with caustic alkali under pressure. A certain amount of the other constituents 
of the wood, more or less modified (oxycellulose, pentosans, etc.), are also left. 
The methoxyl content of the decayed wood may be increased by as much as 
77 per cent, and uronic acid is also increased. The final product of the decay 
is considered to be closely allied to humus. Coniophora cerebella (C. puteana) 
can also reduce the weight of the timber by about 70 per cent, and leaves a humus¬ 
like residue. In the brown rot caused by Poria vaillantii the loss of weight in 
Scots pine sapwood may be about 55 per cent, after two years and in spruce 
wood attacked by this fungus all the cellulose may be gone in six months. 

Trametes seria/is is one of the most important sources of decay of coniferous 
timber in western North America, causing a cubical rot of redwood (Sequoia 
sempervirens) and a butt rot of Sitka spruce, Douglas fir, and other softwoods. 
It causes an acid hydrolysis of Sitka spruce which alters the chemical composition, 
increases alkali solubility and reduces the strength of the wood before any loss 
of weight can be detected. The loss in mechanical strength may exceed 15 per 
cent, in the first fortnight, whereas it may take four or five weeks before any 
significant loss of weight occurs. The wood is composed, as to about 99* 1 per 
cent, of its weight, of cellulose, lignin, pentosans not in the cellulose, and water- 
soluble material, and this fraction was found to lose only about 4 per cent, in 
three or four months, the loss falling on the cellulose and pentosans. The rise 
in alkali solubility runs parallel to loss of strength, which may increase steadily 
to about 80 per cent. ; then it slows down. In the early stage there is little change 
in the appearance of the wood, and aeroplane timber which has failed under 
test may show, on microscopic examination, hyphae well in advance of any visible 
sign of decay. With Polyporus schweimtzii (see p. 943) it causes the condition 
known as ' dote ’ in Sitka spruce, one of the chief timbers used in aeroplane 
construction. 

Other active brown rot fungi which have little effect on lignin include Fomes 
pinicola, which is sometimes parasitic, but very rare in Britain, Lenzites trabea and 
L. abietina. L. sepiaria , which is a fairly common cause of decay of pine timbers, 
is found in pit props, can reduce the wood of Pinus taeda and P. caribaea to a 
brown crumbling mass and has an exceptional armament of enzymes, and Leri firms 
lepideus, which eventually may cause a slight loss of lignin owing to hydrolysis of 
the methoxyl groups in it, and which may, like F. pinicola, cause large holes in the 
wall when it passes from cell to cell. 

The other main group of fungi causing decay in standing (p. 941) or ^ a, * en 
timber consists of those responsible for the so-called white rots. The white 
rots are more important to the forester as a rule than the brown rots, since they 



CR. VI 


MORBID ANATOMY AND HISTOLOGY 


213 


comprise a number of the most serious parasites of the wood of trees (sec p. 945). 
Their action is not limited to hydrolysis for they possess also oxidising enzymes, 
in contrast to the brown rots, many of which show reductase activity. They 
attack all the major components of the cell walls of the wood, but there is no 
uniformity of sequence or proportion in their destruction ol these. Some attack 
the chief components of the wood simultaneously, others cause dclignitication 
before the cellulose is depleted, others again show a delayed dclignitication. The 
variations are in part due to differences in the time when one or another type of 
enzyme (hydrolytic or oxidising) becomes active, and the course and speed of the 
secondary reactions. Where delignification precedes cellulose decomposition, it 
has been suggested in certain cases that an oxidase from the fungus acts first 
on lignin and pentosans to produce acid and that the oxidase with acid can com¬ 
plete the process involving the depletion of the cellulose. The lignin destroying 
fungi can digest lignin presumably after decomposing the aromatic content and 
the aliphatic carbohydrates that constitute its two major groups of compounds. 

Polystictus versicolor is a very good example of the white rotting fungi, for it 
can so completely destroy beech wood as to leave only a fraction of 1 per cent, 
after two years. It attacks the ray cells and wood parenchyma first, reducing the 
lignin, pentosans not in the cellulose, cold-water soluble and 1 per cent, alkali 
soluble compounds, before the cellulose and its associated pentosans and the 
hot-water soluble fractions are diminished. It also bleaches the wall pigments. 
Like many other white rotting fungi, the 1 per cent, caustic soda solubility of the 
pentosans not in the cellulose diminishes as the decay progresses, so that there is 
ultimately no marked increase in the total alkali solubility as compared with sound 
wood. Loss in strength exceeds loss in weight. 

Trametes pint (Figs. 152 b, 434 1) causes a 
red rot in some hosts, but the white or pocket- 
rot type of decay is eventually found and is 
due to a progressive dclignitication working 
outwards from the tertiary layer of the 
membrane to the middle lamella ; cellulose 
is attacked later. Like Pomes annosus (p. 915) 
it may dissolve the middle lamella, causing 
the cells to fall apart, before the cellulose is 
completely destroyed (Figs. 152 a, 424). 

Trametes suave ole ns follows the same course 
from within outward in its action on the 
wall in willows and poplars, but cellulose is 
depleted before lignin. Ganoderma curtisii 
(regarded by some as a synonym of G. 
lucidum) causes a white basal rot of hard¬ 
woods in the south-east of the United States, 
destroying the middle lamellae of the vessels 
and large ray cells, delignifying these and 
corroding the bordered pits into large holes. 

Stereum frustulatum (Figs. 433 u, 435 b) causes 

H 



Fig. 152.— A, action of Fomes annosus. 
and in B. of Trametes pini, on wood 
of pine and spruce respectively. 
The Minified walls (dotted) are 
gradually delignificd, and the middle 
lamella dissolved, leaving isolated 
cells below, with walls of cellulose 
(after Hartig and v. Schrcnk) 




Fig. 153.—Wood of the lime attacked by Ustulina vulgaris ( U. deusta). .-I, transverse and radial 
sections through the timber in the wound-gum region (stained with Cartwright's stain); the 
products in the vessels stain blue (cross-hatched), in the tracheids red (full black). B, lra / >s ‘ 
verse section of a very diseased part of the timber ; decay is more marked on the autumn than 
on the spring wood of the annual rings ; the large vessels of the spring wood appear to be 
unaffected ; vessels, rays, and wood parenchyma show no sign of disintegration, but t 1 
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white pocket-rot of oak byan early concentration of delignifying activity in oval areas 
separated By firm woody tissue. The pockets at first contain cellulose with some 
hyphae but are eventually empty. All the wood-decaying species of Stereum act in 
much the same way, the white areas being merely places where the lignin decom¬ 
position has proceeded most rapidly so that a higher proportion of white cellulose 
is left, but some of the cellulose is consumed early and eventually most of it disap¬ 
pears so that there is no real selective action on lignin apart from the time factor. 

Armillaria tttellea causes a decay which has some of the characters of both 
the brown and the white rots but can best be included with the latter, with which 
it shares the capacity to produce both hydrolysing and oxidising enzymes and 
failure to increase appreciably the total alkali solubility of the wood ; at all stages 
this solubility is greater in the brown than in the white rots. .*/. nicllca begins In- 
attacking the cellulose and associated pentosans but it depletes the lignin also, 
causing a soft, wet white rot (in citrus), while in advanced stages of decay it may 
cause coniferous wood to turn light yellow or white, (e.g. in Douglas fir). Pofystictus 
abietinus is a sapwood destroyer and can evidently assimilate the cell contents of 
the wood parenchyma as well as the membranes. It destroys cellulose more 
actively than lignin, though early attack on both has been reported. It has an 
exceptional enzyme armament, 15 hydrolysing and 4 oxidising enzymes having 
been detected. It can assimilate tannin, the phenolic groups of which are prob¬ 
ably first oxidised by the laccase of the fungus. 

Phellinus crypt arum gained a wide notoriety some twenty years ago as the agent 
chiefly responsible for the destruction bv white rotting of the oak beams in the old 
Louis XIII wing of the Palace of Versailles. It is, in fact, a not uncommon cause 
of the type of decay of structural oak in England which is usually attributed to 
the ‘ death-watch * beetle, Xcstobium rufoviUosum. There is little doubt that 
a similar attribution would have been made in Versailles had the palace happened 
to be (like Westminster Hall) in this country, the more so since the beetle was 
found in some of the beams. Work at Princes Risborough has shown, however, 
that the death-watch beetle colonises chiefly wood that has already been softened 
by fungal decay, various types of which may be involved, and that it is almost 
impossible to get its first-stage larvae established in sound wood. This docs not 
appear to be due to specific modification of any particular organic component 
of the wood, all the main compounds in w hich may be decomposed simultaneously, 
but to mechanical softening which facilitates boring by the beetle in conformity 
with the extent to which decay has proceeded. The life-cycle of the beetle is 
shortened according to the extent of decay, so that the speed of its depredations 
is increased. This effect, which may be considerable, is apparently associated 
with the nitrogenous metabolism of the insect, which is affected by the content 
and distribution of the nitrogen present in the decayed wood. While it would be 
difficult to assess the relative parts played by insect and fungus in bringing about 
final collapse of the structure, it seems safe to ascri b e the origin of the trouble to 

tracheids become completely disorganised, so that only the middle lamella is left, and finally 
the tracheids disappear entirely, leaving an empty space surrounded by the non-disintegrated 
elements. C, a transverse section of the junction between the diseased and the discoloured 
wood, showing the black line and the relative distribution of the hyphae. D, a longitudinal 
section through the same region as shown in C (after W ilkins, Trans. Brit. Xlyc. Soc.) 




arison of sound wood (IcH . 
vessels of the spring wood, 
between, that is, the vessels. 
Progress of decay takes place in t«o 

bv infiltration 

of decav, stain red with Cartwright’s stain, suggesting some ki 


154.—White rot of elm caused by I'stulina vulgaris. comf 
and diseased wood (right); note, in latter, in general, the ring 
together with the rays, resist disintegration, but all the tissues in 
fibres, and wood parcnchvma. sooner or later disintegrate _ 
stages, the first, shown in B. is the occlusion of the fibres and wood parenchyma 
products which, at this stage 
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fungal decay, the prevention of which, by means that are quite well known, assumes 
an enhanced importance from the knowledge now available of its influence on 
the biolog)' of the death-watch beetle. 

The Ascomycete Ustulina vulgaris (l \ deusta) is parasitic on the lime (Fig. 153), 
in the wood of which it destroys at the most advanced stage of decay about one- 
third of the original cellulose and one-fourth of the lignin. There is a red zone 
between the sound and decayed parts in which about 4 6 per cent, by weight 
is lost, almost all of it cellulose. It is also a parasite of elm heartwood (Fig. 154) 
in which it disintegrates the fibres, wood parenchyma, and vessels of the summer 
wood, leaving the medullary rays and large vessels of the spring wood almost 
unharmed. On Acer in America a brittle white cone of decay is caused, but 
eventually little is left but the black zones in the wood ; these are further discussed 
below (p. 219). Polyporus subacidus has a similar selective action on the summer 
wood of spruce, but Lenzites sepiaria seems to prefer the spring wood in the early 
stages of attack. Marked differences also occur in ability to attack heart- and sap- 
wood, as in Trametes pini which seems unable at first to attack sapwood, Polyporus 
squamosus which is much more easily established in heart- than in sapwood, and 
Polyporus shoreae which may be closely restricted to the latter. I he fact that 
the sapwood may be an effective barrier to the outward extension of fungi decaying 
the heartwood may sometimes be very important in preserving the life of the tree. 

It has recently been claimed from a study at the ^alc School of Forestry of 
the white and brown rots of various coniferous trees decayed by Pomes annosus , 
T. pini, Polyporus schweinitzii , Poria tceirii, Lenzites trabea and Trametes serialis 
that penetration of the walls of the wood is effected wholly by enzyme action. 
This is stated to cause local total dissolution of the membrane in advance of passage 
of the hyphae, which need not actually come into contact with the wall except 
perhaps at the site of the earliest stage in penetration when contact may stimulate 
enzyme secretion from the hyphal tip. Similarly it has been stated that the cellulose, 
lignin, and pectin of the wood of Abies alba are dissolved by the parasite Pomes 
hartigii in Austria entirely by enzymic action, without need for the mycelium to 
touch the wall. If these exo-enzymes were produced in quantities approximating 
that of the pectinase of Botrytis cinerea , there might result a weakening of the 
woody tissue along the course of the vessels above the area actually invaded by 
the fungus ; so far, however, no evidence of this seems to be available. 

Many other cells besides those of the xylem may become lignified, and many 
fungi other than those causing the brown rots of trees and timber find difficulty 
in penetrating or dissolving lignified walls ( Pytbium , Sc/erospora, some rusts and 
smuts, etc.). The same seems to be true of Xanthomonas stewarti, by which a 
good many vessels of resistant varieties of maize may be penetrated while they 
are seedlings, and moderately susceptible varieties show a development of heavily 
lignified parenchyma around the infected protoxylem which is absent from the 

of lignin complex ; the second stage, shown in C, a cross-section from the summer wood 
(towards the end farthest from the spring wood), appears to be the gradual disappearance of 
the infiltration products, and disintegration of the fibres. The final stage of decay, in D, shows 
that continued disintegration leads to an almost complete disappearance of the fibres and wood 
parenchyma, as well as considerable breakdown of the vessels of the summer wood (after 
Wilkins, Trans. Brit. Xlyc. Soc.) 
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most susceptible varieties. Lignification is at once the commonest and, perhaps, 
the most rapidly brought about of the secondary modifications that cell mem¬ 
branes undergo. The walls of cells lying in the path of an invading mycelium 
sometimes become lignificd, and this reaction can be regarded as a defensive one 
even though it does not necessarily check the progress of the parasite (chestnut 
attacked by Endothia parasitica) (Fig. 155). In this respect lignification is even less 
universally efficient as a barrier than the subcrisation of the wall which often fol¬ 
lows it or the development of wound cork, which as already mentioned is far from 
being invariably successful in the defensive reaction of the host. For this reason 
some find a difficulty in accepting such processes as defensive reactions at all; there 
is no doubt, however, that they are often highly efficacious, as against the parasites 
that cause diseases of leaves and twigs, in inverse proportion to the rate at which 
the invaded organ forms defensive barriers. In the long course of evolution it is 
not unreasonable to conceive a stage during which the defensive mechanism of the 
host held the upper hand, only to be broken through at a later period as certain 
of the aggressors acquired a speed of penetration too great to allow of secondary 
reactions in the membranes, or the facility of secreting lignin-dissolving enzymes 
(like the fungi causing the white rots of wood), or of bursting a path through corky 
barriers (Armiliaria mcllea) or turning their flanks (pear scab, Fig. 151 d). Nothing 
is more evident than that these ‘ defensive * reactions arc now often blindly called 
into play without regard to their effectiveness, but this does not reduce their 
success against certain forms of attack, or lessen the possibility that they were once 
of considerable evolutionary value. 

The soft rots due largely to the dissolving action of pectinase on the middle 
lamella of the cell membranes have already been discussed in an earlier chapter. 
They are responsible for much injury- to storage organs, on which they act in 
the early stages by dissolving the middle lamellae and setting free the still living 
cells of the ground tissue. Eventually the cell walls and the contents are also 
broken down, but some, such as Botrytis cincrea , leave the lignified part of the 
membranes unaffected. Several bacteria can cause rotting of this type, the 
commonest in Great Britain being B. carotovorum (Fig. 274 F, c), a cause of soft 
rot in many vegetables and other plants. A good many Phycomycetes, such as 
Pythium , Phytophthora, Rhisopus , and the like, often produce a soft or watery rot 
in which pectic decomposition is a prominent feature. In certain diseases which 
ordinarily end in wet rot the original parasite causes a dry type of necrosis but 
secondary organisms following in its wake soon lead to a moist type of decay 
(Xanthomonas campcstris , Phytophthora infestans). In most rots of this type there 
is little or no attempt at a visible defensive reaction on the part of the host. 

Tyloses 

When woody tissues react to parasitic and other types of injury by the secretion 
of wound gum, a second reaction is frequently seen which appears to have a similar 
objective. This is the development of tyloses in the vessels of the wood, especial!) 
that of trees (Fig. 156). Tyloses are outgrow ths from the living cells of the wood 
parenchyma and medullary rays, which pass through the pits in the vessel wa 
and swell up into thin-walled bladders in the lumen of the vessel. In the Dutch 



CH. VI 


MORBID ANATOMY AND IIISTOl.OC.Y 


219 


» 


Fic. 155.—Scheme of defensive 
mechanism. Reaction of cells. 
mi, mycelium; 1, cells dead, 
without reaction ; 2. aneular 

lipnification; 3, lipno-subensa- 
tion ; 4, cork ; 5, meristem : 
6, normal tissue (after Ducomct) 




Kic. 156.—T> loses m watermark disease of the willow, 
show inp vessels completely blocked with tyloses 
(adapted, from Oxford For. Mem., No. 3, by per¬ 
mission of Davi 


elm disease tyloses and gum arc stated to come from the same cells and to be formed 
simultaneously from identical causes. In the watermark disease of the cricket-bat 
willow, the causal organism {Bacterium sa/icis) becomes active in the spring 
following infection of the outer layers of the new annual ring in the late summer, 
and oil accumulates in the ray cells of these layers, while tyloses appear in their 
vessels whether bacteria arc present in the same vessel or not. These tyloses 
undergo a similar oily degeneration and the oil stains them and the contents 
of the ray cells brown. The brown stain has been suggested to result from the 
oxidation of catechol tannins or their breakdown products. Tyloses can be in¬ 
duced to form in elm, oak, lime, and other trees by injecting chemicals into the 
wood, but the degree of reaction to these various stimuli differs widely in different 
hosts. They seem seldom to be effective in blocking the way to parasites or 
preventing loss from other types of injury. 


Black Lines 

As already mentioned in the first chapter, various parasitic and saprophytic 
fungi which decay woody tissue produce sharply defined black lines. These are 
well seen in Armilhria mellea where they tend to mark the boundary between 
sound and decayed wood (Figs. 20, 21). The black line is the edge of a con¬ 
tinuous band of brown bladder-like cells developed from hyaline hyphae in the 
lumina of the vessels, fibres, medullar)' ray and other parenchymatous cells. After 
a time the bladder hyphae collapse and their contents stain the walls of the 
enclosing cells and fill all gaps with an impermeable layer. This layer surrounds 
completely an area of host tissue colonised by the fungus, and it has been sug¬ 
gested that it, as well as the black layer formed by Polyporus squamosus , constitutes 
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an organ of preservation of the fungus to which the name ‘ pseudosclerotium ’ 
has been given. Quite similar black lines are visible in wood infected by Ustulina 
vulgaris (Fig. 153 c, n) and in that containing the mycelium of saprophytic species 
of Xy/aria , Hypoxylon, etc. (3 - *• 5 - 14 '. Another more diffused type of black 
line is caused by the production of the blocking layer of wound gum mentioned 
earlier in this chapter, and may be seen bordering the lesions caused by A. mellea 
in some hosts, demarcating the limit of the rot due to Ganoderma applanatum 
in many hosts and the decayed islands caused by Fomes annosus in the heartwood 
of the larch (p. 915); dark zones may also form as a result of the antagonism of 
two fungi along the line where the mycelia meet. 

Resin and Gum Flux 

Several parasites of conifers cause an outflow of resin, which is sometimes 
inimical to the progress of the mycelium ; spruce produces resin less freely than 
pine and, possibly for this reason, suffers greater injury from certain parasites. 
Gum is exuded from many trees, especially citrus and the stone fruits, both from 
parasitic and non-parasitic causes. Armillaria mellea not infrequently causes 
a resin flux from the base of trees like Douglas fir and it is sometimes a cause of 
gummosis in citrus, walnut and various species of Prunus. Citrus gummosis 
(‘ mal di gomma ') was one of the earliest symptoms of disease to be recognised 
in this host. It may result from the attack of almost any bacterial or fungal parasite 
of the stem or collar but is most prevalent in infections by the brown-rotting 
species of Phytophthora. It can also result from chemical injuries caused by 
spraying or fumigation ; is one of the symptoms of the copper deficiency disease 
known as exanthema ; and sometimes develops without apparent external cause. 
There is a formation of clear watery gum in the living cells of the camhial region, 
which may collect into pockets between the bark and the wood and finally escapes 
to the surface through ruptures in the bark. In Prunus and Acacia also gummosis 
may accompany the attack of parasites or result from non-parasitic causes. In 
neither of these hosts is it a reliable symptom of the presence of any specific 
disease. I he etiology of these fluxes is not well understood. They are quite 
distinct from the exudation of bacterial slime found in herbaceous plants (e.g. 
cotton affected by Xanthomonas malvacearum) or trees (poplar canker). 
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Chapter VII 

THE PRINCIPLES OF THE CONTROL OF PLANT DISEASE 


In attempting to check diseases of plants,, knowledge is usually required of the 
cause of the disease, of the life-history of the parasite, and of the circumstances 
which influence the establishment of parasitic relations between it and the host. 
Knowledge of the cause is of advantage, largely because it often allows of previous 
experience with the same or closely allied diseases being applied to specific cases ; 
treatment may thus be possible as soon as a diagnosis is made. Knowledge of 
the life-history of the parasite is clearly essential before all the methods of checking 
it can be tried ; such knowledge is available for most parasitic diseases of temperate 
plants but less often for those in the tropics. Knowledge of the circumstances 
which increase or diminish the power tb injure of the parasite, and the resistance 
to attack of the host, has greatly increased during the past twenty years ; these 
circumstances, however, are so linked with small differences in climate and other 
external conditions, with the crop varieties grown or the strains of the parasite 
involved, with local agricultural practices and the like, that it is seldom possible 
to utilise rigidly the experience with them of workers in other localities in com- 
bating a particular disease. 

Considered broadly, it is impossible to assign a greater degree of importance 
to any one of these requisites than to the others. The cause of malaria in man 
was known for a considerable time before the life-history of the parasite had been 
followed out; and the value of the use of quinine in the disease, as manifested 
by its destruction of the parasite in the blood, has not been lessened by the subse¬ 
quent discovery of the origin of the latter from mosquito bites, though this added 
to the methods of fighting it. The causes which lead to alterations in the severity 
of an attack are not likely, even when completely known, to reduce the significance 
of the earlier discoveries. Each step is dependent on what went before, and none 
can be said to be the most important. Viewed in this light, the perennial con¬ 
troversy between those who believe that the parasite is the important factor and 
those who consider that attention should be concentrated on the condition or 
treatment of the host loses much of its meaning : a knowledge of each is equally 
important when the study of the factors influencing the severity of a disease is 
taken up and its control is attempted. 

While it is convenient to deal separately on paper with the three main phases 
of plant disease control, the attack on the parasite, the strengthening of the host, 
and the modification of the environment, in practice all must be taken together ; 
a rational system of control to be applied to almost any parasitic disease will be 
based on considerations affecting the parasite, the host, and the cultural and 
climatic conditions in which the crop is grown. Very often these last are such 
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as to make the survival of the crop precarious ; for political or economic reasons 
the plant pathologist is posed with the problem of fighting disease in areas where 
nature has loaded the dice against him. The simple answer may not be given 
that the local'conditions are unsuitable for the crop ; and it is left to the pathologist, 
in alliance with the plant breeder, to show how failure may be turned into success. 


MEASURES DIRECTED AGAINST THE PARASITE 

Methods of control based on combating the parasite include such aims as: 
(fl) the exclusion of the parasite from contact with the host cither wholly or during 
only temporary periods which carry special risk of infection, ( b) field sanitation 
and the reduction of inoculum by attack on the sources of spores or other organs 
of infection, (c) protective applications to the host of substances that kill the 
inoculum before penetration is effective, and (d) curative measures intended to 
check the parasite after it becomes established. 


(") Exclusion of the Parasite from the Host 
Quarantine and Prohibitions 

Many of the most formidable outbreaks of plant diseases of which records 
exist have been due to the introduction of a crop parasite from some other part 
of the world. \Vhence the parasite came and how it entered are not always known, 
but there is sufficient evidence to show that trade in diseased plants is one of 
the greatest sources of danger. Against this menace most States have established 
plant quarantines. 

Sometimes a complete embargo is placed on the importation of living plants 
or parts of plants of a particular species or group of species either from all countries 
or from only such as are regarded as dangerous owing to the occurrence in them 
of certain diseases that it is desired to exclude ; importation under Government 
licence may at times be allowed in mitigation of an embargo. Occasionally plant 
produce such as timber, or other substances such as honey, may be barred on the 
ground that they may introduce disease, while packings are often strictly controlled 
tor the same reason. Frequently only plant material intended for planting is 
covered by the embargo, that intended for consumption being admitted, while 
special regulations may be applied to seeds. Importation of the controlled material 
through the post or by air may be totally prohibited or allowed under restrictions. 

Sometimes planting material is admitted subject to detention so as to allow 
time for the detection of any disease that it may carry ; special quarantine stations, 
usually insect proof, are established for growing the plants under observation. 

Sometimes the material is admitted subject to disinfection on entry. Dis¬ 
infection is most frequently prescribed for seeds, as it is difficult to apply effectively 
to other plant parts ; it is obviously of little value against internal parasites (though 
heating is sometimes effective against these), but is useful for cleansing seeds from 
parasites or their spores occurring as surface contaminants. 

Sometimes reliance is placed on inspection at the point of entry, the plant 
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quarantine administrative staff usually having expert advice available in the 
examination of doubtful consignments. 

In the larger countries similar measures are sometimes taken to prevent the 
passage of diseases from State to State or Province to Province. They are not 
easy to apply and it has been found preferable in a good many countries to quaran¬ 
tine specified infected areas and prohibit the movement from them of diseased 
plants or other dangerous material. In Great Britain, for instance, an embargo 
was until recently placed on the supply of seed potatoes from wart-infected to 
wart-free districts, though it is now restricted to the wart-free areas near the 
Wash ; in the United States there is an embargo on the movement of all elm 
material from certain areas in which the Dutch elm disease is known to exist, in 
the States of New York, Connecticut, New Jersey, and Pennsylvania, into other 
States free from the disease. 

If imported material that may introduce plant diseases be divided into seeds, 
other planting or propagating material, and commercial produce, it may be con¬ 
cluded that disinfection is valuable for seeds in a good many cases but has a limited 
use against risk from the other categories ; detention is valuable for planting and 
propagating material only ; embargo may be necessary against commercial produce 
but is not often required against seeds or propagation material except from par¬ 
ticular areas ; while inspection has little value against danger from any of these 
categories. Commercial produce is often the most difficult to control and is the 
chief obstacle to an ideal quarantine system. 

Quarantines have unquestionably been effective in preventing the entry of 
many alien diseases and of delaying the entry of still more. In spite of them, 
however, scarcely a year passes without its record of some new extension of a 
plant disease into some important area previously free from it. The United 
States have probably as stringent and as strictly applied plant quarantines as any 
country in the world, yet diseases of major importance have slipped through them 
several times during recent years. Two examples'may be mentioned : the Dutch 
elm disease was imported in logs from Holland, probably on various occasions 
from 1928 onward, and reached several of the eastern States before a concerted 
effort was made, at the cost up to date of some £500,000 in direct Federal con¬ 
tribution alone, to check the spread ; ten years later the ring-spot disease of potatoes 
caused by Bacterium sepcdonicum was first seen in Maine, whence it spread with 
extraordinary rapidity through the potato-growing parts of the country. Most 
other countries have had similar experiences. They may be traced to various 
causes : the inherent difficulty in recognising disease in a plant as compared 
with an animal or man ; the speeding up of transport so that material arrives fresh 
and viable even when it is only a bit of mycelium ; the increasing commerce in 
plants by trade and ' fancier ’ interests always on the look-out for novelties from 
distant lands, and sometimes also the similar introductions by scientific persons 
or institutes *in need of fresh material for breeding or study ; ignorance of the 
distribution of many diseases, especially in the less developed countries whence 
many of the plant novelties are derived ; and ignorance of the means by which 
particular diseases may be carried. 

The prohibited imports in Great Britain include plants of the genus Ulmus 
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with a view to checking further introductions of the Dutch elm disease, and sugar 
beet and mangold plants (other than seeds) as a protection against virus diseases of 
these crops. 

Certification 

The dislocation of trade caused by plant quarantine is such that strenuous 
efforts have been made to secure their relaxation by measures directed to ensure 
that only healthy plant material is offered by the exporting countries. This 
entails a close supervision by accredited persons of the growing crop intended for 
export, and the issue of certificates of freedom from disease or from certain specified 
diseases by competent authority in a form acceptable to the importing country. 

In Great Britain, for example, all living plants (including all parts of plants 
except seeds) that are intended for planting arc prohibited ingress unless accom¬ 
panied by an official certificate in a prescribed form from the phytopathological 
service of the country in which they were grown. The certificate must vouch 
that the living plants (or representative samples of them) were thoroughly examined 
on a date which must be not more than fourteen days prior to shipment and were 
found to be healthy, and must also state, unless the consignment consists wholly 
of potatoes, that no plant of Ulmus or of Beta vulgaris is included. For all potatoes 
an additional certificate is required that no case of wart disease has occurred on 
the farm or holding on which they were grown nor within two kilometres of it. 
Provision is made for the inspection of any consignment and for its treatment, 
destruction, or return if required by the inspector ; this regulation applies equally 
to packing materials and containers. In particular cases licences to import plants 
covered by these regulations may be issued by the Departments of Agriculture 
in England or Scotland. In Canada measures arc taken to prevent the export of 
diseased or insect-infested consignments of certain plants. 

Notification of Plant Diseases 

Many countries list certain plant diseases, the occurrence of which must be 
notified by the owner or grower of the crop to the authorities. 'Phis is usually 
prescribed only for such diseases as have a limited distribution within the country, 
or against which restrictive measures are in force (e.g. potato wart and onion smut 
in Great Britain), and is intended to facilitate measures to prevent their further 
spread (e.g. the growing of immune varieties or treatment in a prescribed manner). 
Apart from such compulsory notification, plant pathologists, conscious of their 
ignorance of the world distribution of many important plant diseases, have urge, 
the necessity of phytopathological surveys in all countries, and have often done 
their best to ensure that knowledge of the occurrence of particular diseases in 
their areas is made available to their colleagues in other countries. Experience 
has shown, however, that these voluntary efforts do not go far enough, and that 
there is need of the extension of the principle of compulsory notification to t c 
international sphere. 

Eradication 

Attempts have been made in several countries to exterminate destructi\c 
plant diseases of limited occurrence within the country by the eradication o 
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all existing cases and quarantine measures to prevent new introductions. Some 
of these are described in the section on virus diseases (Chapter VIII), others 
have been applied against diseases caused by bacteria and fungi. Amongst the 
more successful have been the campaigns against citrus canker (Xanthomonas 
citri) in the United States and South Africa. This disease was probably introduced 
into the United States from Japan in 1911, and was well established in Florida 
and other Gulf States when recognised some years later to constitute a serious 
menace to the great citrus industry of that region. Eradication was vigorously 
pursued, a total of not far short of 4.000.000 grove and nursery trees being destroyed. 
Florida was cleared by 1927 and the other commercial areas shortly afterwards, 
so that it was reported in 1935 that complete success had been achieved, at a cost 
of more than S2,500.000. Subsequently, however, cases continued to occur in 
non-commercial areas in Texas and Louisiana, and an intensive effort was made 
with relief labour to destroy this source of danger. This increased the number 
of citrus trees destroyed by another 13,600.000 to the end of 1936. From 1937 
to 1940, 1,144 diseased trees were found in the two States, but in 1940 only one 
infected property in each State could be seen, while all the commercial areas 
in the United States maintained their freedom from the disease. In South 
Africa the disease probably also came from Japan, and in the first year of 
eradication, 1917-18, 11,700 infected trees were found; after 1920, however, few 
cases occurred and in 1939 it was reported that none had been seen in the l nion 
for nine years. The total cost up to 1927 was £56, 1 93, but this included some 
other services. 

In areas where Pucciniagraminis cannot, for climatic reasons, persist on cereals 
or grasses throughout the year, barberry eradication, enforced by law in some 
countries, has proved a powerful means of reducing losses from black rust. Indeed, 
barberry eradication laws had been enacted in Europe and America in the sixteenth 
and seventeenth centuries because of the obvious part played by the shrub in 
the blasting of the corn. In several northern European countries barberries 
arc not allowed to grow within a certain distance of cultivated land (the limit is 
200 metres in some regions), while in others the barberry has been outlawed from 
arable land. In parts of Australia (where the barberry is not indigenous) every 
owner and occupier of land is required to destroy any barberries on it. In the 
United States it was estimated in 1934 that the barberry eradication campaign 
in thirteen of the north-central grain-producing States between 1918 and 1933^ 
had led to the destruction of 6,000,000 bushes anjl a saving of $£o-,ooo,ooo annually - 
to the grain-growers. In the intensified campaign subsequently carried out no 
less than 68,500,000 bushes are stated to have been destroyed in the United States 
in the single year 1936. 

Less happy has been the experience in the attempt to limit the destruction of 
the immensely valuable stands of white pine and other five-needled pines in North 
America caused by the blister rust, Cronartium ribicola (Part II, p. 929). This 
rust reached the United States in the last century and was for a long time confined 
to the east. Voluntary, State, and Federal effort combined to prevent its spread 
to the west and to reduce its ravages by the eradication of the alternate hosts, 
species of Ribes. Large areas were cleared of Ribes, the highly susceptible black 
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currant being practically outlawed in some districts. Spread continued, however, 
so that by 1938 the rust was reported to have become established in most of the 
commercially valuable pine-producing areas of the United States, and the inter¬ 
state quarantines against the movement of diseased plants were withdrawn from all 
but eleven States and a part of California. The established fact that infection can 
spread from pine to Ribes over a distance of many miles is one of the main reasons 
lor the lailure to check spread in this case, but though the measures taken did 
not protect the western States, Ribes eradication has been continued for the lessening 
of blister rust damage ; m 1936 alone, 196,211,187 Ribes bushes were eradicated 
irom 3,829 8 9 ° acres, of which 85,385 were cultivated black currants in the Lake 
tates. The standard practice of eradicating the alternate hosts within 900 feet 
ol the pine plantation borders affords fairly efficient protection of the latter. 

In New Zealand the control of fireblight ( Bacterium amylovorum) in pear 
and apple trees has been materially aided by the Act passed in 1922 which enabled 
t ic government to prescribe the removal of hawthorn bushes, which are a danger¬ 
ous source of infection, from the vicinity of the orchards in commercial fruit- 
growing districts. I he planting of maize in certain places in Queensland has been 
pro nbited because it was found to serve as a reservoir for Sclerospora sacchari 
on sugar-cane ,8) . Similarly in Czechoslovakia the owner or tenant of land may 
>e required to destroy wild hop bines as a protection against hop downy mildew 
(/ seudoperonospora humuli) (Part II, p. 879). 

In England an attempt has been made to limit the losses caused by the water- 
mark disease ( Bacterium salicis) of the cricket-bat willow by an order compelling 
the felling of infected trees in the county of Essex, the chief endemic centre of the 
disease. 

Occasionally the elimination of all the diseased individuals of some particular 
host plant is prescribed even where there is no expectation of total eradication of 
the disease, so that the interests of the general body of growers may be safeguarded. 

I his is the justification of the Silver Leaf Order in England which enforces the 
destruction of dead plum and apple trees and their wood infected by Stereum 
purpureum by a certain date, though this fungus has too many hosts for complete 
eradication to be practicable. In certain parts of Jamaica eradication has had to be 
abandoned, after the removal over a period of years of some hundreds of thousands 
of banana plants had given time for a large-scale programme of breeding resistant 
varieties to be undertaken, with promising results, against Panama disease. 

Prevention of Sale of Diseased Plants 

Many countries aim at preventing the sale of diseased nursery stock or other 
planting material. In England, for instance, it is a punishable offence to offer 
for sale any fruit trees with canker, silver leaf, or American gooseberry mildew, 
any brassicas with club-root, or seed potatoes with powdery scab ; in Scotland 
onion smut is substituted for the last-named. Some countries go farther and aim 
at the prevention of the sale of diseased plants by controlling the nurseries in which 
they are grown. Thus, in parts of Germany there is a regular official inspection 
of nurseries and other horticultural establishments in which Douglas firs are grown, 
in order to detect the presence of certain diseases, especially that caused by 
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Rhabdocline pseudotsugae ; if found, the destruction of the infected plants within 
fourteen days may be ordered. 


(A) Field Sanitation and the Ri diction of Inocitim 

Compulsory Treatment of Plant Diseases 

Not only is the sale of diseased planting material dangerous but the presence of 
disease in commercial plantations carries a risk of infecting neighbouring holdings. 
To obviate this, powers are taken to inspect orchards and the like, and to prescribe 
appropriate treatment. In England such powers are granted by the Ministry on 
the application of the local authority, usually the County Council. Many of the 
counties have used the Fruit Tree Pests Orders to empower their officers to 
inspect orchards, and, if such diseases as scab, canker, the Sclerotinia brown rots, 
and the like are not reasonably controlled, to prescribe treatments by serving an 
order on the occupier. Similarly in Germany it is possible for the local inspector 
to prescribe such a treatment as the cutting out and burning of cherry wood affected 
by Selerotinia laxa before a certain date. Other countries have similar regulations. 
Furthermore, steps arc sometimes taken to prevent the carry-over of a disease of 
annual recurrence from one season to the next by enforcing a close season during 
which plants of the crop concerned are not allowed to be grown. In New South 
Wales the owner or occupier of land on which tobacco was growing on the 31st 
May in any year had, after the disastrous outbreak of blue mould (Pcronospora 
tabacina) in 1934, to uproot and burn all tobacco plants not later than the following 
30th June. Similar local regulations have been enforced in Germany to prevent 
the over-wintering of asparagus rust, and in Southern Rhodesia against certain 
tobacco diseases. 

Sometimes powers arc taken to enforce the growing of certain varieties of a 
crop that are resistant to a particular disease, as is done in England and other 
countries in areas infected by potato wart disease, or to prohibit the growing of 
particularly susceptible varieties, as of sugar-cane in Queensland in areas infected 
with downy mildew {Sclerospora sacchari) or gumming disease {Xanthomonas 
vasculorum). In this State of the Commonwealth the control of sugar-cane 
diseases is vested in the Director of the Sugar Experiment Stations. The State 
is divided into ten quarantine areas, removal of sugar-cane from one to another 
of which is prohibited. An area may be declared an infected area and a local 
Control Board, financed by a levy, is set up to undertake the responsibility of 
carrying out control measures by inspection and treatment or destruction of 
diseased canes. 

In Kenya the Governor can prohibit the movement within the colony of any 
plant or seed in a diseased condition or likely to spread disease, or the cultivation 
of any crop liable to impede the proper control of a disease. 

The measures so far considered are those undertaken by administrative 
authority in the national interest or the interest of the general body of growers. 

I hey arc not applied in the interest of the individual grower. The individual is 
bound to regard disease control as it affects his own pocket; measures that may 
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be imposed for the general good may be quite uneconomic when applied to a 
single holding. Costs and yield increases then become dominant considerations 
in the fight against the parasites, which is mainly carried on by field sanitation and 
the use of chemicals. 

General Field Sanitation 

I he object of most sanitary measures is to reduce the sources of infection by 
micro-organisms. The best way of doing this is the removal of all infected in¬ 
dividuals before they have time to spread the disease. This is the purpose of the 
large-scale eradication campaigns mentioned above as undertaken by administrative 
action where there is a prospect of exterminating a disease or at least of checking 
its extension. 

In parasitic plant disease the sources of infection are most often the spores of 
fungi. In temperate climates their production is usually seasonal and restricted 
to the period from spring to autumn. The persistence of the parasite during the 
winter, when plant growth is dormant, is frequently secured by the production 
of resistant or resting spore forms in the late summer and autumn, or of resting 
or perennial mycelium which resumes activity and produces spores in the spring. 
A fuller discussion of this phase of the life-history of temperate parasites is given 
in Chapter II. Very often the winter spores are produced on the dead plants 
or parts of plants killed by the disease in the preceding summer and autumn. The 
removal and destruction by burning of these sources of infection is, therefore, 
a first principle in the sanitary supervision of orchard and plantation crops, and 
is sometimes applicable also to market garden and seed-bed crops, though usually 
not practicable in ordinary field cultivations. Pruning out and burning diseased 
woody parts is recommended for the control of such diseases as canker, scab, 
and mildew of apple, blossom-wilt and brown rot of fruit trees, leaf blight of 
quince, Ionics disease and die-back of plums, witches’ brooms, bacterial shoot 
wilt of plums, leaf-curl, and scab of peach, anthracnose of vine, etc. 

Dead leaves are sometimes an equally prolific source of inoculum. Where 
ascospores are important sources of apple and pear scab attacks in the spring it is 
frequently recommended to plough under the fallen leaves in the autumn or to 
treat the diseased leaves with a fungicidal spray either while still on the tree or 
after they have fallen. For treatment on the ground, not only are the common 
sprays such as Bordeaux mixture and lime-sulphur effective but chemicals such 
as sulphate of ammonia and chloride of potash have been found to check matura¬ 
tion of the ascospores. In the United States an eradicant spray of sodium dinitro- 
cresylate has been recommended both for fallen apple leaves with scab and for 
cherry leaves with Coccomyces hicmalis leaf spot. 

Ploughing in of the leaves has also been advocated in vineyards as a means of 
preventing aerial or rain splash dissemination in the spring of the winter spores 
or the products of their germination from leaves containing oospores of Plasmopara 
viticola or apothecia of Pseudopeziza tracheiphila. Early ploughing of the stubble 
of cereals infected by Ophiobolus graminis gives a better chance of destruction 
of the resting mycelium before the next susceptible crop is sown. Deep ploughing 
under (to more than 3 inches) of leaves and the like that carry the sclerotia of 
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various species of Sclerotinia or of the fruit 4 mummies ' from which apothccia 
also develop may cause the sclerotia to give only sterile stipes in the spring. It 
has been sometimes recommended against the species that attack fruit trees and 
against Sclerotinia sclerotiorum ; hut it is difficult to bury all the sclerotia, and, 
besides, the species attacking orchard fruits in the British Isles rarely develop the 
ascigerous stage, so that this measure has a limited value against them. Against 
5 . sclerotiorum on celery in Florida, flooding for six to eight weeks in the summer 
or applications of calcium cyanamide after harvest or before planting were found 
equally and highly effective in destroying the sclerotia, and gave better control 
than attempting to bury them. 

In tropical countries, where the dormant season may be ii^the hot dry weather 
rather than the winter, or whece growth may be more or less active all the year 
round, much may still be done by the removal of dead or dying parts of infected 
woody plants, as these are often potent sources of inoculum. 

Other important means of reducing inoculum in parasitic diseases of crops 
are seed disinfection and crop rotation, but these can be more conveniently con¬ 
sidered later. 

(c) Protective Applications of Substances to prevent Infection by Parasites 

The application to the surface of the host plant of substances that prevent 
the germination of spores or kill the germ-tubes before they can enter the tissues 
is still one of the most widely used means of attack on plant parasites. The above¬ 
ground parts of plants are sprayed or dusted with chemical compounds or mixtures, 
wounds are protected by applications in paste or other convenient forms, seeds 
are disinfected by immersion in solutions of chemicals or by dusting or sprinkling 
with the compound or mixture. In some of these treatments, especially the last, 
the object is not so much the protection of the host plant as the reduction of 
inoculum by killing or preventing from germination the spores and other agents 
of infection present on the surface; but they mostly have some protective action, 
and their inclusion here is convenient. Soil treatment may also be included, 
for though theoretically their object may be to reduce inoculum by destroying 
spores or other infective material throughout the soil in which the crop is to be 
grown, in practice it is frequently impossible to do more than surround the roots 
with a fungicide or bactericide which will preserve them from infection. The use 
of heat as a disinfecting or sterilising agent may also conveniently be considered 
here, though it is definitely curative and not protective. ✓ 

Spraying and dusting have a limited application in that they are both trouble¬ 
some and rather expensive. The increased yield must, therefore, be of substantial 
value to outweigh the trouble and cost. They find their chief use in orchard and 
plantation crops, vineyards, potatoes, and market garden vegetables and flowers. 
The ordinary run of arable crops — cereals, many roots, pulse, brassica and other 
fodder crops, and so forth — are seldom sprayed or dusted against fungal or 
bacterial diseases. 

Omitting chemical applications against the first spring infections from over¬ 
wintered spores or mycelium, where protection is the object aimed at, there are 
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two main classes of parasites that can he usefully attacked by fungicidal dusts 
or sprays, but where it is difficult to separate the protective from the curative action. 
In the first place, ectophytic parasites, passing as they do the greater part of their 
li\es on the surface of the host, may easily be reached by the superficial application 
of a poison before they can attain safety by burying themselves in the tissues. 
In the second place, those endophytic parasites which are disseminated by spores 
borne in crops or irregularly on infected organs and carried to healthy surfaces 
may be attacked before or during the sporiferous stage, while the exposed 
surfaces may be coated with a deposit which inhibits infection. Protective and 
curative functions of the treatment cannot readily be separated in either case. 

To first class belong the conidial stages of the Erysiphaceae or powdery 
mildews, the spores of which are borne on superficial hyphae and only haustoria 
(which cannot reconstitute the mycelium) ordinarily enter the tissues. Suitable 
fungicides not only protect uninfected surfaces but destroy the'sources of infection. 
In the second class are a large number of fungi which live within the plant and 
whose mycelium, therefore, is out of the reach of superficial poisons. They are, 
however, obliged to come to the surface to reproduce, and their spores are formed 
on hyphae exposed to the air. They are vulnerable at this stage, and at the same 
time a fungicidal layer may be deposited on healthy surfaces of susceptible plants 
within reach, so as to prevent the germination or kill the germ-tubes of those 
spores which may fall on these surfaces. Most other fungicidal applications 
are protective, their curative action, if any, being of minor importance. 

A good fungicide should be toxic to the parasite or inhibit the germination 
of its spores, without unduly injuring the host : in other words, it should be 
fungicidal and not phytocidal. It should be reasonably easy to prepare and not 
too expensive. It should be capable of even distribution from the spraying or 
dusting machines on to the surfaces to be covered, should tend to remain on the 
surface without running off too freely (initial retention), and should have good 
sticking properties (tenacity) so that it is not easily removed after drying. If a 
liquid, it should have good wetting properties so that it docs not tend to run to¬ 
gether into large drops or to allow air pockets to form and keep it from contact 
with the surface to be covered ; retention on the leaf is largely correlated with 
wetting properties, whereas tenacity is equivalent to ability to resist weathering. 

Compounds and mixtures of sulphur and of copper with lime have remained 
for many years the standard fungicides fulfilling the above requirements, except 
for seed disinfection, where mercurials, formalin, and other substances have often 
proved more suitable. 

Sulphur 

• Sulphur is one of the oldest of the fungicides, having been used in English 
glasshouses for the control of powdery mildew of the vine in 1846, because it was 
then well known as an effective remedy for peach mildew. Great quantities 
of sulphur arc still employed for the same purpose in the vineyards of southern 
and central Europe and in North Africa, where three or four applications of a 
sulphur dust, totalling altogether from 60 to 75 lb. sulphur per acre, are most 
frequently given. 
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The sulphurs available for dusting are the following : 

(1) Ground sulphur prepared in grinding mills and composed of crystals of 
various sizes from about 4 to 250/*, not aggregating into masses. Good 
samples may have 98 per cent, of pure sulphur. 

(2) Sublimed sulphur (‘ flowers of sulphur ’) prepared by condensation from 
the gaseous form. The unit particles are from 8 to 30 /* in diameter but 
aggregate firmly into chains or plates up to 400/1 in diameter. This type 
may be 99 5 per cent, pure sulphur, and its lightness tends to make up 
for its greater cost by weight than ground sulphur, since only about three- 
quarters as much are required to afford an equal cover. 

(3) Precipitated sulphur prepared by chemical precipitation and composed of 
unit crystals from 2 to 12/x in diameter, firmly aggregated into masses up 
to 200/1 in size. 

(4) Natural impure sulphurs of the ' ventilato ' or wind-blown type, chiefly 
got (in Europe) in Italy and containing about 30 per cent, sulphur in an 
argillaceous matrix or gangue which serves as a filler. A much purer 
natural volcanic sulphur having over 90 per cent, sulphur in an extremely 
finely divided form is marketed from Java. 

(5) Impure sulphurs obtained in the purification of coal gas. In an American 
product known as * flotation ’ sulphur, some brands of which contain about 
60 per cent., others about 40 per cent, sulphur, the particles are from 2 to 
10/t in diameter. In France the so-called 1 black * sulphurs from gasworks, 
containing about 40 per cent, sulphur, arc popular in some districts. 

(6) Various proprietary forms of sulphur characterised largely by the fineness 
of division of the sulphur particles. As an example, kolodust as used in 
North America may be mentioned. It is made by grinding a fused mixture 
of the almost colloidal sodium clay, bentonite, and sulphur and adding 
this to an ordinary wind-blown sulphur. The result is a fine dust of high 
fungicidal efficacy. 

The fungicidal efficiency of a sulphur dust depends on the fineness of its 
particles ; a high proportion should pass a 200- or 300-mesh sieve (particles not 
exceeding 74 and 47 /x, respectively, in diameter), and still finer division is preferable. 

Sublimed or ground sulphurs are the forms chiefly used in vineyards, ventilato 
sulphur being preferred in some parts of Italy and Germany and the black gas 
sulphurs in places in France and North Africa, as these types are cheaper and said 
to be more adhesive and less liable to cause scorching than the refined forms. 
In very hot weather the latter arc liable to cause scorching and an admixture of 
one-fifth to one-half of ground spent lime, gypsum, talc, or other filler is then 
advisable. In recent years there has been a great improvement in the fineness 
of commercially available dusting sulphurs which have replaced sublimed sulphur 
in most countries. 

In the intensive and successful campaigns against rubber Oidium in the 
Dutch East Indies and Ceylon the natural Javanese volcanic sulphur has been 
largely used. Its tendency to aggregate into larger particles can be prevented 
by adding unslaked lime in the proportion of 1 to 10. The dust is liberated from 
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specially designed power machines which throw a dense cloud of sulphur into 
the air to settle on the trees. A good machine can deal with as much as 300 acres 
a day (in rough ground this may be reduced to 100 acres), at a cost which even in 
severely infested cases should not exceed six or seven shillings per acre per annum 
and may be as low as two or three shillings, exclusive of the cost of the machines ; 
the quantity of dust required during the season varies from 25 to 75 lb. per acre. 
This is, perhaps, the best example of the successful use of sulphur dusts. 

The principal liquid forms in which sulphur is used for spraying are the 
polysulphides (of which lime-sulphur is by far the commonest) and colloidal 
sulphur. 

Lime-sulphur sprays are ordinarily prepared from concentrated compounds, 
available commercially, the calcium polysulphide content of which should be 
stated. In diluting them for use, reliance is frequently placed on the specific 
gravity as shown by the reading on a Baume hydrometer, a common reading 
required for the concentrate being 32 0 Be. The dilution is then often made by 
volume ; for instance, one part of the concentrate made up to 40 parts by the 
addition of water gives a 2.I per cent, solution of the concentrate. A more accurate 
measure of fungicidal efficiency, however, is given if the percentage by weight of 
the calcium polysulphide is used. Thus, if 5 gallons of a concentrate containing 
20 per cent, by weight of calcium polysulphide is made up to 100 gallons with 
water, a 1 per cent, lime sulphur is given. Tables are available for calculating the 
required dilutions. 

Lime-sulphur finds its principal use on tree fruits, many standard orchard 
spraying practices being based on its application either throughout the spraying 
season or for only certain stages. It is the standard fungicide recommended 
by the East Mailing Research Station for the control of apple scab and is stated 
to be, at the same time, the most valuable material against apple mildew. Else¬ 
where Bordeaux mixture is often preferred against apple scab, either wholly 
or for a part of the spraying programme. The dominant consideration in both 
cases is the securing of efficient scab control without injury to the trees, and 
from this point of view neither is wholly satisfactory on all varieties under all 
conditions. Lime-sulphur, for instance, not only directly injures certain varieties 
(‘ sulphur sensitive ’) but has an indirect effect in reducing photosynthetic activity 
in the sprayed green parts even in the absence of scorching. 

Various proprietary forms of ‘ dry wettablc ’ sulphur, some from by-products 
of gas purification plants (including flotation sulphur, wettable powder, and paste), 
are used in place of lime-sulphur in some fruit-growing regions, especially in the 
United States. Their sulphur content varies, but some forms may have about 
90 per cent. They usually cause less injury than lime-sulphur though still liable 
to damage sulphur-sensitive varieties, and are stated to be useful under Enghs 
conditions as adjuncts to the main apple-spraying programme where frequent 
summer applications are practicable. The same applies to the colloidal sulphurs, 
which arc outstanding in the fineness of division of the sulphur particles (most > 
below 1 /x). They are extensively used in New Zealand either alone or added to 
lime-sulphur of which they are said to increase the efficiency against apple sea 
and mildew, and rust and brown rot of stone fruits ; they have been recommen e 
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in England for supplementary applications against apple scab. Such preparations 
generally find their chief scope when a balance has to be struck between fungicidal 
efficiency and phytocidal injury to the host plant, or where (as in glasshouses) 
an odourless and harmless material is advantageous. The cucurbits, however, 
are highly sulphur sensitive, so that cucumbers and the like arc readily injured. 

Copper 

Though copper sulphate had been tried as a fungicide much earlier, it was 
not until Millardet accidentally observed its efficiency against the vine downy 
mildew, Plasmopara ritico/a , in 1882 that its possibilities were recognised. Mil¬ 
lardet noticed that grape vines along the roadside in the St.-Julien district of 
Mcdoc retained their leaves at the end of October when all the others had been 
defoliated by mildew. His companion M. David, steward of Mr. Nathaniel 
Johnston’s estate in the neighbourhood, explained that it was the custom to 
sprinkle the vines near the road with copper sulphate and lime to discourage 
pilfering. The following year Millardet and David obtained confirmation that 
this practice checked the disease. Further tests under the supervision of Millardet 
and Gayon, who were professors at the University of Bordeaux, were carried 
out near Margeaux ; in October 1885 they published illustrations of treated and 
untreated vines with analytical data, and by 1887 great success was reported in 
the control of the disease 13 ’ (Part II, p. 833). 

The mixture of copper sulphate and lime rapidly became famous under the 
name ‘ Bouillie Bordelaise ’ Bordeaux mixture ’) in the vineyards ravaged by vine 
mildew. Already in 1885 its use against the allied potato blight was suggested 
and it was stated to have checked an attack of blight on tomatoes. In 1888 its 
efficacy against potato blight was established by experiment and other applications 
followed fast. At first it was applied in vineyards as a paste brushed over the 
vines with fibre brooms, but by 1885 a sprayer for application in liquid form was 
described by A. Perrey in Burgundy. Though the properties of the ingredients 
and the manner of preparation have changed many times, Bordeaux mixture 
remains the most widely used and the most generally serviceable fungicide to the 
present day. 

The advantages of Bordea ux m ixture are : (1) its adhesiveness or tenacity ; 
(2) its effectiveness as a fungicide 7 in a recent laboratory study of copper fungicides 
in the United States the authors conclude that after fifty years of experimentation 
with copper compounds none has been found to equal Bordeaux mixture in 
fungicidal value ; (3) its relative cheapness; (4) its safety to handle ; (5) its 
harmlessness, with certain exceptions, to the sprayed plants ; (6) its beneficial 
effects on some plants in preserving the foliage, apart from its fungicidal actions. 
This last effect, which is shared by some other copper sprays, especially Burgundy 
mixture, has been often observed in sprayed potatoes and seems to be due either 
to a stimulating effect of minute traces of absorbed copper upon the chlorophyll 
apparatus of the green parts or a slowing of the metabolic processes in the leaf. 
As against these must be set : (1) its injurious action on some fruit trees — varieties 
of apples, peaches, plums, etc.; (2) its tendency to delay ripening ; (3) the need 
for taking some trouble in its preparation ; (4) the injury it causes to spraying 
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machines of iron or zinc ; (5) the colour it imparts to the sprayed plants, making 
it unsuitable for use on ornamentals ; and (6) a temporary retardation of photo¬ 
synthesis in sprayed leaves (l4) . 

Bordeaux mixture is ordinarily prepared from the mixture of solutions of 
copper sulphate and either quicklime or hydrated lime. The latter is available 
commercially in a more finely divided form of greater purity as a rule than quick¬ 
lime and has advantages in case of preparation of the mixture. Air-slaked quicklime 
is not suitable. In making the mixture, the copper sulphate is dissolved in a part 
of the water in a vessel not liable to injury by copper such as a wooden tub. The 
lime may be similarly dissolved in the rest of the water, slaking it gradually if 
quicklime is used or making it first into a thin paste if in the hydrated form, and 
the two solutions may be poured simultaneously into a third receptacle. Alter¬ 
natively, a concentrated stock solution of copper sulphate may be added to the 
diluted lime solution, a single tank being sufficient in this case. In the ‘ instant ’ 
process the copper sulphate is dissolved in one-quarter of the required volume 
of water and, while stirring, water is added to the three-quarter mark to secure 
full solution ; then the lime is added in a thin paste and the tank made up with 
the balance of the water. An agitator should always be fitted in the tank to keep 
the mixture stirred during making and when supplying to the spraying apparatus. 
Modifications of these methods of preparation arc used in different places, the 
chief object to avoid being the mixing of a concentrated copper sulphate with a 
concentrated lime solution. 

Bordeaux mixture is used in various degrees of concentration, the tendency 
having been steadily towards reduction of the high concentration of copper sulphate 
at first recommended. It is customary in the English-speaking countries to express 
the concentration in a formula with the copper sulphate first, then the lime, both 
in lb., and lastly the water in gallons. The 6-4-40 mixture thus means one com¬ 
posed of 6 lb. copper sulphate, 4 lb. lime, and 40 gallons water, or assuming the 
imperial gallon of water to weigh ten pounds, the mixture contains 1} lb. copper 
sulphate and 1 lb. lime in each 100 lb., or 1} per cent, copper sulphate by weight. 
In countries following the metric system kilogrammes and litres replace lb. and 
gallons. As a litre of water weighs a kilogramme, a Bordeaux mixture made with 
1 kg. copper sulphate to each 100 litre water contains 1 per cent, copper sulphate. 
Continental usage, therefore, often gives only the percentage strength of the 
mixture. As the standard American gallon is smaller than the British imperial 
gallon and contains only approximately 8 3 lb. water, the concentrations indicated 
are not the same in the two countries. 

I he earlier use of excessive proportions of copper to lime did not persist, 
and for a considerable period the tendency was to use equal amounts, the 4-4-40, 
5 - 5 ~ 5 ° ( or 1 P cr cent.) mixtures long remaining standard general-purpose sprays. 
The movement still further to reduce the proportion of copper sulphate to lime, 
however, has continued, especially for use on apple and other fruit trees ; three 
or four times as much lime as copper sulphate is recommended in Nova Scotia 
and New York against apple scab, and one and a half times against various fruit 
diseases at East Mailing. These trends have been mainly dictated by the desire 
to find mixtures which will not injure the trees. 
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With this growing consciousness of the phytocidal action of Bordeaux mixture, 
great efforts have been made to find a safe copper-containing substitute. Labora¬ 
tory methods of testing fungicidal efficiency have been perfected and some of the 
most important properties, as determined, for instance, at Long Ashton, have 
been found to correspond satisfactorily with those deduced from field trials. 
Proprietary copper preparations have been developed extensively, especially in 
the United States and Germany. Even though these are not usually equal as 
fungicides in field practice to Bordeaux mixture, they often give adequate com¬ 
mercial control, especially when used as supplements in the later applications ; 
the best practice in the vineyards of southern Europe and North Africa now 
includes dusting with preparations of this kind when the bunches begin to form. 
Furthermore, as with the sulphurs used in place of lime-sulphur, various pro¬ 
prietary copper preparations find a place when phytocidal injury becomes pro¬ 
nounced. A copper-lime dust in the proportions 20 to 80 has been widely used in 
North America against potato, tomato, and other diseases but has rather gone out 
of favour in recent years. Proprietary materials for making liquid copper-con¬ 
taining sprays have become much more extensively used than formerly, but where 
phytocidal action is not important none has shown evidence of replacing Bordeaux 
mixture. Cuprous oxide in dust or spray form has been much recommended 
and has given excellent results against various diseases in America and the British 
Empire, but on the whole Bordeaux mixture seems to be generally preferred for 
large-scale work ; various proprietary brands of cuprous oxide of the highest 
standard, such as perenox, sulfocide, etc., are available. Colloidal copper also 
has its advocates and has sometimes given satisfactory results, especially when 
staining the foliage has to be avoided. The colloid-like copper preparation 
‘ bouisol ’ is recommended against Phytophthora infestans on glass-house tomatoes 
by the Cheshunt Research Stations and has won a place for itself in the control 
of various other diseases of the green parts of plants. 

Amongst other copper spray fluids the best known is Burgundy mixture, 
introduced in 1887 in Burgundy in place of Bordeaux mixture. It is made up like 
the latter, except that lime is replaced by sodium carbonate crystals which, at 
that time, were often more easily obtained than good quicklime. A standard 
formula much used on potatoes in Ireland is 10-12J-50 (2 per cent.), but equal 
parts of copper sulphate and crystallised sodium carbonate are said to be quite 
satisfactory. Now that good-quality hydrated or quick lime for spraying is usually 
easy to get, Burgundy mixture has lost much of its attractions of availability, 
freedom from grit, ease of storage and preparation ; and as it is slightly less effective 
than Bordeaux, more expensive, and more likely to cause injury on susceptible 
plants, its use outside Ireland is limited. 

Another copper substitute for Bordeaux mixture is the eau celeste or cupram- 
monium spray first applied in French vineyards against Plasmopara viticola in 
1886. In preparing this, copper carbonate is dissolved in strong'afn'moma'iTi the 
proportions of 5 oz. to 3 pints and made up to 50 gallons with water. The pre¬ 
paration is liable to scorch the foliage, is inferior as a fungicide to Bordeaux mixture, 
and is more expensive than the latter but can be used on ornamental plants or 
ripening fruits, as it causes little staining of the foliage or fruit. The latter 
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advantage, however, can be better secured with copper acetate sprays. Copper 
acetate (verdet) has been used for fifty years against vine mildew in some parts 
of Europe, the basic salt being termed verdet gris (verdigris) in France. Both 
the basic and neutral salt are used. They stain rather less than cuprammonium, 
cause little injury to grape bunches or foliage in dry weather, and the basic salt 
adheres well. The i per cent, solution is considered in Europe to be equal to 
2 per cent. Bordeaux mixture as a fungicide against vine mildew, while for a late 
spray on the grape bunches 0 5 per cent, has been recommended in the United 
States and 0 25 per cent, for ornamental or delicate plants. 

Fungicides containing sulphur or copper are frequently combined with 
insecticides. Lime-sulphur by itself has valuable properties in destroying red 
spider on orchard fruits, and allied mites as well as scale insects on other plants; 
the addition to it of lead arsenate or lime arsenate materially increases both the 
fungicidal and insecticidal action of the spray. Bordeaux mixture has little effect 
on insects. It (but not Burgundy mixture) can be used safely with lead arsenate 
on plants not liable to injury from summer applications of Bordeaux. Acid lead 
arsenate and lime arsenate, however, are liable to cause leaf scorching and fruit 
russeting when water-soluble arsenic forms in the deposit. Nicotine may be 
safely combined with either lime-sulphur or Bordeaux or Burgundy, mixtures 
for use as a contact insecticide. Petroleum oils are used with Bordeaux mixture 
to form combined sprays in England <7) , and a Bordeaux-oil emulsion is valuable 
especially in cases when infestation by scale insects is normally kept down by 
entomogenous fungi as in many citrus groves ; the Bordeaux kills the fungi 
without harming the insects and, unless oil is added or a supplementary applica¬ 
tion with oil is made, insect injury may become serious. Cuprous oxide is free 
from this disadvantage. 

*/ 

The Search for Sulphur and Copper Substitutes 

Leaving the firm ground provided by the sulphur^and copper preparations, one 
enters a vast field in which testing and research'Into the fungicidal properties of 
other inorganic and organic materials for use as sprays or dusts on the green parts 
of plants have been carried out and are still proceeding. Excluding seed and soil 
disinfectants, little has been found that has more than a limited application against 
specific diseases. Amongst metals, compounds of zinc and nickel have been especi¬ 
ally tested, but only the former find a real use in the eradication of the branch and 
twig cankers in which certain fruit-tree pathogens such as Bacterium amylovorum 
and Xanthomonas pruni over-winter; when zinc sulphate is used as a spray to counter¬ 
act zinc deficiency diseases such as citrus mottle leaf and ‘ little leaf’ of stone fruit, 
it has been found to act also as an effective fungicide against citrus brown rot 
caused by various species of Phytophthora and the peach and plum rust, Puccinia 
pruni-spinosae, a 10-5-50 zinc sulphate lime mixture proving equal to Bordeaux 
mixture against peach rust in South Africa. 

A long series of investigations on the possibility of controlling plant diseases 
by means of metallic salts absorbed in small amounts through the roots has not 
yielded results of practical significance. Perhaps the most interesting have been 
those already mentioned in an earlier chapter (p. 178) which demonstrate that 
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lithium salts applied to the soil at low concentrations have a more or less marked 
effect in reducing the susceptibility of celery to Septoria, w heat to powdery mildew, 
and tomato to crown gall. To secure a similar effect on wheat brown rust, however, 
it was necessary to use a concentration which caused injury. The application of 
silicic acid to the soil enhances the resistance of rice leaves to blast ( Piricu/aria 
oryzae) by increasing silicification. 

Only a few of the many proprietary and other organic spraying and dusting 
materials that have been recommended against particular diseases can be men¬ 
tioned. Very favourable results have been obtained with folosan dust (penta- 
chloronitrobenzene) against Botrytis cinerca on lettuce, used on or in the top soil 
of the frames and on the seedlings ; the dusting also reduced lettuce mildew 
(Uremia lac/ucae) and damping-off caused by Corticium so/ani. Turf diseases (Part 
II, p. 479) caused by Corticium fuciformc and C.a/oncctria graminicola on golf and 
bowling greens in Great Britain have been satisfactorily controlled bv malachite 
green applied at a strength of 1 in 10,000 in dilute Bordeaux mixture once a week ; 
for those due to Corticium so/ani and Sc/crotinia homococar pa, recent experiments 
in the United States show that tetramethyl thiuramdisulphidc gives complete 
control in weekly applications of 4 oz. per 1,000 sq. ft., the dust being mixed with 
sand for strewing. A form of sodium dinitrocresylate has been widely recommended 
in the United States under the name of elgetol as an eradicant or dormant fungicide 
against various fruit pathogens. The salicylanilide preparation known as shirlan, 
first used in England against moulds on cotton fabrics, has found a wide use as 
a fungicide against the powdery mildews, tomato leaf mould ( (.'/at/osporium fuk urn ), 
and the like. Shirlan A.G., the brand chiefly used, contains 25 per cent, sali- 
cylanilidc with agral as a wetting agent. Many alkaloids, aromatic compounds, 
nitrogenous bases, and so forth have been tested against fungi such as Phymato - 
trichum omnivorum, the cause of Texas root rot of cotton. It would appear that 
8-hydroxyquinoline is the most effective fungicide—yet discovered against this 
parasite. 

Commercial interests can usually be relied on to keep the claims of fungicides 
of this nature from being overlooked. Many of them are the result of prolonged 
experimentation and may find a place in nursery or market-garden practice. It is, 
however, a wise rule to consult the advisory services as to their value and to test 
them at first on a small scale before their extended use is attempted. Recently 
a scheme has been agreed on between the agricultural departments in (ircat 
Britain and the representatives of the insecticide and fungicide manufacturers 
unde; which official approval can be given to tested proprietary preparations. 

spraying Apparatus 

Great strides have been made in the improvement of spraying machines and 
accessories in recent years. They are most marked in the appliances designed 
for use in tree fruit orchards and on permanent plantation crops. In the larger 
fruit-growing districts, especially where the produce is exported, orchard practice 
has reached or is rapidly reaching the point where spraying for the control of 
diseases and pests is accepted as part of the normal orchard routine. The small 
grower is still obliged to rely on hand machines — knapsack and stirrup pumps, 
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compressed-air machines, battery 
outfits, and the like. Many excellent 
makes arc available, the suitability of 
which for local conditions has been 
well demonstrated. Information re¬ 
garding them is readily obtained by 
the grower and need not be detailed 
here, the more so as they are subject 
to constant modification and im¬ 
provement. For medium and large- 
scale work, however, the tendency in 
favour of high-pressure spraying has 
been steadily growing, and for this 
purpose the use of power machinery 
is essential. Power spraying has been 
especially developed in the United 
States, Russia, and (for special uses) 
in other countries, including Great Britain and the British Dominions (Figs. 

1 57-62). 

Power spraying may be carried out either with independent power units 
which use motor power both for the transport of the spraying outfit through the 
plantation or crop and for delivering the spray fluids through the nozzles, 
sometimes at pressures of three or four hundred pounds ; units capable of 
spraying through multiple nozzles up 
to 14 rows of potatoes at a time are 
in use in the eastern counties. The 
next step is the replacement of these 
mobile units by centrally operated 
plants supplying a permanent series 
of pipe-lines throughout the planta¬ 
tion. Such stationary spray equip¬ 
ment has been found greatly to reduce 
the cost of spraying, especially once 
the capital charges have been written 
off. Not only is the cost reduced, 
sometimes by as much as one - half, 
but working is facilitated and it is 
possible to carry out effective spray¬ 
ing where this had previously been 
very difficult (,6< ,7> . 

A good example of modern practice 
is given by the very considerable cam¬ 
paign, now being carried out against 
leaf spot of the banana (Cercospora 
musae) in the Caribbean area. It was 

recognised soon after the first appear- Fig. 158.—The portable ‘ knapsack ’ sprayer 


l-ic. 157.—Potato spraying, for large areas. Note that 
the vertical rods between thedrillscarry the lower 

nozzles sufficiently low to spray the underside of 
the foliage, the upper nozzles spraying thetopsof 
the plants (by courtesy of Bayer Products Ltd.) 


ch. vii PRINCIPLES OF THE CONTROL OF PLANT DISEASE 239 


ance of the disease in this region in 
1934 that the future success of the 
industry depended upon its con¬ 
trol, and a very large expenditure 
for the purpose has been agreed 
upon by the Government of Jamaica 
and the principal fruit companies 
on the mainland and throughout 
the affected islands. Tests deter¬ 
mined that, on the whole, spraying 
with Bordeaux mixture was more 
effective and cheaper than dusting 
or spraying with preparations of 
cuprous oxide and the like, and that 
control was satisfactory if the plants 
were treated every two or three 
weeks. Stationary spraying appar¬ 
atus was at once installed on a huge scale, including power houses, spray-mixing tanks, 
pumps, and a permanent pipe-line system throughout the plantations, leading to 
stopcock points to which the actual spraying hoses could be attached. A suitable 
area for a central unit was found to be 700 or Xoo acres, and the scale of the work 
may be judged from the fact that some 60 square miles on the I’llua River, Hon¬ 
duras, and over 100,000 acres in Central America were under permanent stationary 
spray plant control in 1941. The pipes arc laid upon the ground (in orchard 
practice they are often buried underground or elevated above ground-level) and 
the plants (which grow unusually luxuriantly in Honduras) require spraying to a 
height of 30 to 40 feet, which is just below the tops of the highest leaves. 



FlG. 159.—The ' Armada * dust i*un, Model 2, with 
flexible tube, lances, and spreaders, for distri¬ 
buting a continuous cloud of powder. It is carried 
from the shoulder by mean* of straps, and the fan 
is worked by .1 crank b.mdlc (by courtesy ol Drake 
& Fletcher Ltd., Maidstone) 



Fie. 160.—Fowcr orchard duster. A powerful hiirh-pressure enyine-driven powder distributor 
for use in hops, fruit, citrus, etc. (by courtesy of Drake & Fletcher Ltd., Maidstone) 
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Fumigation 

Fumigation, which has proved a valuable method of applying some insecticides, 
has been little used against fungi except in glasshouses ; sulphur and formalin 
are sometimes vaporised in warm houses for the control of various leaf mildews 
and moulds, but treatment by spraying or dusting has largely replaced this practice. 
A gas treatment, however, has been found the most effective method of controlling 
the blue mould of tobacco due to Peronospora tabacina in Australia and North 
America. Benzol and paradichlorbenzene are chiefly used, the application being 
made as soon as the first sign of infection is observed in any of the seed beds, and 
repeated every three or four days until five or ten have been given. The seed 
beds should be covered with cloth or the like and the benzol used at night at a 
rate of i sq. inch evaporating surface to i sq. foot of bed, or paradichlorbenzene 
crystals strewn on the cloth at 2 to 3 lb. per 100 sq. yards. The seed beds are 
opened up in the morning to allow free ventilation. 


Soil Sterilisation 


A good fungicide for use in the soil is much needed. It should have many of 
the physical properties of a good fumigant, for it must be able to diffuse into the 
soil interstices at lethal concentration. It must not be expensive, as considerable 
quantities have to be used for admixture with even the upper few inches of the 
soil both to secure reasonably even distribution and to escape the fixing or destructive 
action of many soils on chemical compounds added to them. It must be reason¬ 
ably quick in action, because a prolonged sterilisation of the soil might easily do 
more harm than good by interfering with the normal microbiological activity on 


Fic. 161.—Power spraying plant, for working under glass in nurseries. Capacity of 260 

per hour ; pressure, 300 lb. per square inch (by courtesy of Drake & Fletcher Ltd., •' lal ' 
stone) 
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which soil fertility so largely depends. Loss from the surface of the soil is likely 
to be so high as seriously to reduce the possibility of maintaining a lethal concentra¬ 
tion in the upper layers, where it is most needed, except when the soil can be 
covered. These considerations, and especially the last, tend to limit the use of 
soil disinfectants to glasshouses, seed beds, and the like, and up to the present time 
no general purpose soil fungicide has been found that is as affective as heat. 

Soil disinfection by the application of steam heat is a common practice in 
glasshouse cultivation and is often used also in nurseries for seed beds and potting 
soils. The steam is applied either in bins before the soil is placed in the beds or by 
inverted pans or perforated pipes delivering live steam to the soil in situ. Dry 
heat is also sometimes used but is definitely inferior to steaming as it spoils the 
physical texture of the soil and carries a greater risk of injury from overheating. 
For damping-off in seed beds and the like it is usually ample to provide for sterilisa¬ 
tion to a depth of 9 inches, but for some of the wilt-inducing species of Fusaritnu 
and other soil pathogens a depth of at least double this should be reached. A 
temperature of iSo F. is adequate against most resistant fungal sclerotia and the 
like, but in order to secure this at a distance from the steam orifices it is desirable 
to raise the temperature at the surface of the soil to about 200 to 210 F. and 
keep it at that point for 15 to 20 minutes. 

Chemical soil disinfection often results to some extent from the use of seed 
disinfectant dusts and the like, as these not only destroy fungal contaminants 
on the sown seed but form a fungicidal zone around the seed coats and the first- 
formed organs of germination. Where heat cannot be used, chemical soil dis¬ 
infection of seed bed and potting soils is often practised. Formaldehyde is the 
most efficient of the chemicals used for this purpose, as it is a powerful fungicide 
and penetrates the soil readily both as a liquid in the soil solution and as a gas in the 
air spaces. It leaves no deleterious residue in the soil, but has no residual pro¬ 
tective effect and at the strengths used is injurious to growing plants, so should not 
be applied once germination has occurred. Dry soils may require 1 gallon of 1 
in 100 solution per sq. foot, and wet, half a gallon of 1 in 50 solution, the beds 
being kept covered for two or three days after treatment. It is a safe rule not to 
set seed in the treated soil for 14 days after treatment. A special application of 
formalin is used against onion smut to prevent infection from spores in the soil ; 
a solution of one part of commercial formalin in 128 parts of water is dripped from 
a tank attached to the seed drill so as to moisten the seed and surrounding soil. 
The amount of solution used varies with the wetness of the soil from 27 to 130 
gallons per acre (5,000 feet of drill), the seed rate being increased to allow for a 
certain amount of seed injury. Good control of damping-off of tomato seedlings 
due to various phycomycetes and to Corticium so/ani has been experimentally 
secured by the incorporation in infested soil of 15 parts of formalin with 85 parts 
of an inert absorbant such as sawdust or kaolin at the rate of 4 or 5 parts per 1,000 
of soil to a depth of a few inches. Sulphuric acid is a favourite remedy for damping- 
off in forest-tree nurseries. At a strength of 2 oz. of the concentrated acid per 
gallon of water it has proved superior to all the other chemicals tested for control 
of Corticium so/ani and Botrytis cinerea on seedlings of Sitka spruce and Douglas 
fir in Northern Ireland. Corrosive sublimate is probably the best soil disinfectant 
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against club-root, about one-quarter to one-half a pint of a i in 2,000 solution 
being poured into the dibble holes when transplanting into infested soil. Cheshunt 
Compound, devised at the Cheshunt glasshouse experimental station, has had a 
wide use in the control of damping-off, and appears to be the best copper-con¬ 
taining compound for the purpose. It is prepared by mixing two parts of powdered 
copper sulphate with 11 parts of powdered ammonium carbonate and dissolving 
an ounce of the mixture in two gallons of water, wetting the soil thoroughly with 
the solution. It is efficient not only against damping-off fungi but also against 
those causing vascular wilts and various root rots, and does not injure growing 
plants. Where chloropicrin vapour is used as an insecticide or anthelminthic 
it has sometimes been found also to possess fungicidal properties. Thus, it has 
given effective control of damping-off of tomato seedlings and of the tomato 
wilt due to bit sari urn bulbigenum var. tycopcrsici in Texas in heavily infested soil, 
and of black root rot of tobacco (Tliielaviopsis basicola) at Rostov in the U.S.S.R. 


Seed Disinfection 

The disinfection of seeds for the control of seed-borne diseases is the most 
successful of the many applications of chemotherapy in plant pathology. Not 
only is there a wide range of chemicals available for the purpose, to which frequent 
additions arc made, but the degree of control achieved is often astonishingly high. 

Great Britain does not make use of seed disinfectants as freely as some other 
countries, though official seed-testing stations have been established which under¬ 
take the routine examination of cereal and other seed samples for impurities, as well 
as recording the incidence of seed-borne diseases in general. In Germany, for in¬ 
stance, there is an elaborate system of State testing of fungicides for use on seeds 
and the like : new remedies may be submitted foi testing (with a confidential 
disclosure of their active ingredients) to a central organisation which, if a pinna 
facie case is made out, arranges for extensive regional tests ; lists are then published 
by the German Phytopathological Service of the purpose for which the disinfectant 
may be recommended, but not of its composition. A similar system is in force 
in several other countries, including Denmark and New Zealand, in some of which 
testing is not restricted to seed disinfectants but covers spray fluids, dusts, an 
the like. In the United States, Federal and State experiment stations rccommcn 
approved materials, and official analyses of these arc published from time to 
time ; as with all therapeutants, the nature and percentage of the active ingredients 
have to be stated on the label. 

A very high proportion of the routine seed-dressing with fungicides is carrie 
out on cereal seed grain. In Holland and parts of the United States farmers 
can have their seed grain disinfected by contract, and arrangements have been 
made by which the dusting apparatus is mounted on a motor car or motor c\c c 
trailer and taken round from farm to farm, the seed being treated at a fixed rate 
per sack. In England the best seedsmen are prepared to supply rcady-dresse 
grain, and it was estimated that in 1938 some 260 centres were in existence for 
the supply of grain treated by organo-mercury compounds. In Germany specia 
adjustments for dressing the seed are attached to many of the co-operative *ee 
cleaning plants, or worked by co-operative groups (‘ rings ’) of small-holders. 
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In 1937 it was reported that large-scale 
co-operative seed-disinfecting plants num¬ 
bered 348 in Hanover, 233 in Westphalia 
and 185 in Schleswig-Holstein, and that 
Germany was using at least 800 tons of 
mercurial dusts and 180 tons of liquid 
mercurial preparations for seed treatment 
annually. In one co-operative district 
of Saxony, virtually complete control of 
wheat bunt, oat smut, barley stripe, and 
‘ Fusarium disease ’ or * snow mould ' of 
rye (Calonectria graminico/a) had been 
secured by the 1,000 members of the co¬ 
operative union by 1932, when 84 per 
cent, were disinfecting their cereal seed. 

Co-operative seed-dusting centres have 
been developed also in America. Almost 
the only attempt on a comparable scale to 
combat a seed-borne cereal disease in 
Great Britain is that which has been ap- . . . .. 

plied with a considerable measure of sue- dwatcr. The patent pouder feed sprays 
cess in Scotland against the leaf spot and the seed as it passes over a platform, 
seedling blight of oats due to Helminlho- <»* powder over it before 

. 0 0 . . , , it falls into the mixing drum, the flow 

Sponum avenae (Fig. 163). As much as beinn variable to *ive the correct dose 

30 per cent, of the seedlings were found *0 any Riven output of corn (Grain 

.0 be infected in a large series of examina- £* "> cuur, "> of B> >" 

tions in south-west Scotland ; seed treat¬ 
ment with an organic mercury dust gave effective control, besides admitting of 
considerable economy in seed rate. In a recent estimate of the effect of this 
treatment it is considered that it saved from 40,000 to 63,000 tons of grain in a 
crop of 633,000 tons in 1938. Satisfactory results from similar treatment have 
been reported from Northern Ireland and Eire. Taken as a whole, however, the 
disinfection of cereal seed grain has had its maximum benefit in controlling the 
bunts of wheat and smuts of oats. These diseases arc now seldom of major 
importance in the more advanced countries, whereas the damage they can do 
m more backward areas, such as the North-West Frontier of India, has to be seen 
to be believed. Another cereal smut that can be practically eliminated by seed 
disinfection is the common smut of sorghum, Sphace/ofheca sorghi , which was 
estimated to be responsible for a loss of about £1,000,000 annually in Bombay 
before treatment was undertaken. 

Although cereal seed grain is the chief subject of seed disinfection, various 
large-scale applications of the process to other seeds have been used. Thus, it is 
customary to treat the seed required for sowing the cotton fields of the Gezira, 
Sudan, where about 200,000 acres are annually grown, against seed-borne in¬ 
fection by Xanthomonas malvacearum. The proprietary compound ‘ abavit B ' 
(mercuric iodide) was used for a time for this purpose, but more recently the best 
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Fig. 163.—Control of Hclminthosporium disease of oats, with mercurial dry seed dressing: top, 
treated; bottom, untreated grain (photo by courtesy of West Scot. Agric. Coll., Plant Hus¬ 
bandry Dept., Auchincruivc) 

results have been given by two hours’ immersion of the undelinted seed in 
1-in-500 solution of mercuric chloride-iodide followed by drying in the sun. In this 
case, internal infection of the seed has been established in a certain percentage 
of seeds, so that surface disinfection is not fully efficacious <l5 *. A still more massive 
cotton-seed disinfection campaign is carried out in North Carolina, where it "as 
estimated that seed for 600,000 acres was dressed, mainly with ceresan dust, in 
1939. A high proportion of the sugar-beet seed used on the Continent is dressed 
against damping-off and other seedling diseases, and much of that imported from 
abroad for use in Great Britain in normal times was similarly dressed before 
importation. Another crop which suffers severely in some areas from seed-borne 
parasites is flax. The flax diseases due to Collctotrichum linicola and Polyspora lint 
have been satisfactorily controlled in Northern Ireland by tetramethyl thiuram- 
disulphide dust, and over 2,000 tons of flax seed were treated with a preparation 
of this, known as ' nomersan ’, in 1941, the rate of application being about 5 oz. per 
bushel of 56 lb. Peas, beans, celery, cabbage, and other vegetable seeds have been 
found amply to repay disinfection under certain conditions, and further references 
o seed treatment will be found under these crops in later pages. 

Another great group of diseases which can be controlled by similar methods 
are those which are commonly carried on seed potato tubers and other plant 
parts used in vegetative propagation. Steeping in formalin at the rate of 1 pm 1 
in 40 galls, water (1 in 320) or 1 pint in 60 galls. (1 in 4S0) or in mercuric chloride 
(1-in-1,000 or 1-in-2,000 solution) is useful against the common and powder) 
scabs and skin spot of potatoes and certain diseases carried on flower bulbs. 
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Mercuric chloride is more effective than formalin, but it is liable to injure seed 
potato eyes and sprouts, and is, of course, very poisonous ; in New Zealand and 
Australia it is claimed that acidification with 1 per cent, hydrochloric acid shortens 
the period of immersion and increases the efficiency of mercuric chloride. In 
recent tests in the United States acidification by o 55 per cent, hydrochloric acid 
or 166 per cent, acetic acid, by volume, notably simplified and improved the 
mercuric chloride tuber treatment. Treatment of these diseases with organo- 
mercury steeps or dusts appears likely to supplant the older methods, as good 
results have been obtained in Northern Ireland, Holland, and elsewhere with 
aretan, ccresan, uspulun, and the like, if applied soon after lifting. 

It is probable that seed disinfection marks the earliest attempt at chcmo- 
therapeutical control of plant diseases, for the use of copper sulphate for the purpose 
dates from about the middle of the eighteenth century. Copper sulphate remained 
for many years the standard method of * pickling ’ cereal seed grain against smuts 
and the like. Later, formalin came into general use as being at least equally 
effective and much less liable to depress the germination energy of the seed. 
Copper carbonate dust was strongly supported in Australia and the west of the 
United States, but has never found favour in Great Britain, as it appears to do 
best in drier seed beds than are common in this country. Cuprous oxide has been 
recommended especially for dressing vegetable seeds, and has given very good 
results against pre-emergence damping-off of peas in tests at Long Ashton and in 
practice in the United States. All these and many other chemicals are still used 
in various parts of the world, but in the more advanced countries the tendency is 
to replace them by organo-mercury dusts, of which a large range is now available 
for use on vegetable seeds as well as on cereal seed grain. These dusts arc easy 
to apply, generally harmless at the prescribed dose to the seed, which can be stored 
without injury for a long time after treatment if kept dry and not overdosed ; they 
arc deterrent to rats and sometimes to insects; and they often have a beneficial 
effect on the seedlings, which appears to be due to their protective action against 
soil-borne parasites. Most of the dusts in use are proprietary preparati^s marketed 
bv the large chemical combines. The names given them differ >#netimes in 
different countries and it is, therefore, not always possible to define the nature of 
the active compound. Mercury chloro- and nitro-phenyl, mercury ethyl acetate, 
tartrate, chloride and phosphate, mercury tolyl acetate, mercury crcsol sodium 
cyanide, are amongst those widely used in various countries. Of the 13 prepara¬ 
tions officially recommended for cereal seed grain disinfection in Germany in 
* 937 ,12 were mercurial dusts and steeps,and only formaldehyde, to be used against 
Lsti/ago avenae, contained none. In recommending dry mercurial dusts for this 
purpose in England, the Ministry of Agriculture put the cost in 1941 at iod. to 
is. 3d. per acre. 

Certain seed-borne diseases cannot effectively be eliminated by surface treat¬ 
ment with fungicides, because the pathogen is within the tissues of the seed coats 
or still farther in. The standard examples of these are the loose smuts of wheat 
and barley, against which the methods of disinfection discussed above are worth¬ 
less. For these and certain internally borne diseases of plants propagated from 
setts, tubers, corms, bulbs, and the like, the only satisfactory method of sterilisation 
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is by heat. Heat is usually applied as hot water, the methods adopted against 
the loose smuts being described in the account of these diseases in subsequent 
pages (Fig. 191)* Hot water seems also to be the most effective treatment 
against primary infection with Photna lingam on swedes and turnips, and is 
recommended against cabbage black rot (Xanthomonas campestris) in various 
countries. It has the great disadvantage that the margin of safety between the 
temperature and time required for effective sterilisation, and those liable to injure 
the seed is generally small, so that the method is not very suitable for general 
farm practice. Against the obscure sugar-cane disease known as chlorotic streak 
and attributed in Hawaii to a Chytridiaceous fungus, hot-water treatment of the 
setts is the only remedy known, a treatment at 52 0 C. for 20 minutes being 
recommended. The runners of mint (Mentha vil/oso-nervata) propagation stocks 
have been effectively freed from rust (Puccinia menthae) at Long Ashton by 
immersing them in water at 105° to 115 0 F. for ten minutes in mid-February" 01 . 

Wound Protection and Disinfection 


In orchard and garden practice and in the care of ornamental and shade trees 
pruning occupies a very important place in the seasonal routine. It is still more 
important in tea planting, where it is a most valuable means of securing the desired 
succession of flushes of the young and tender leafy shoots from which the tea is 
made. In rubber trees care of the tapping cut is a major consideration of the planter 
in those areas where diseases of the tapping panel occur, that is, in most of the 
chief rubber-growing countries. In all these cases there is grave risk of rotting 
of the exposed bast or wood from a host of parasitic fungi which are normally 
incapable of penetrating the intact cork of the bark or which sometimes require 
access to the dead heartwood of the bush or tree before they can cause injury. 

In most cases it is sufficient to provide the pruning wound with a cover which 
will retain its continuity until the healing processes beneath it arc sufficiently ad¬ 
vanced to reconstitute the corky barrier. For this purpose soft grafting wax made 
by melting 8 parts of resin, 4 of beeswax, and 1 of tallow, or a white lead paint 
consisting of 2 lb. white lead paste, two teaspoonfuls each paste drier and linseed 
oil, and one-quarter of a pint turpentine, has proved satisfactory in preserving 
plum and other trees from invasion of Stereum purpureum. Coal tar, commercial 
creosote, and asphaltum are other substances much used for similar purposes. 

When, however, the cut surface is liable to be contaminated with disease- 


producing organisms as in the eradication of fruit-tree cankers and the preservation 
of the rubber-tapping surface from panel diseases, disinfection must precede 
covering. For this purpose the high-boiling coal-tar carbolineums have been muc 
advocated, but they are very variable in composition and have to be used wit 
caution. Zinc sulphate has already been mentioned as effective against hoi - 
over cankers in fruit trees. A mixture of equal parts of mercuric chloride an 
mercuric cyanide has been much used against fireblight cankers in the unite 
States, where the exudate from them in the spring is carried by the wind or > 
flies or rain splashing to the first blossoms and other unprotected parts 2 • n 
Malaya extensive testing of disinfectants against mouldy rot (Ceratostome a 
fimbriata) led to the preparation of a list of officially recommended disinfectants, 
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those most commonly used being coal-tar derivatives emulsifiable with water 
alone (agrisol, brunolinum plantarium, and izal). Three applications are made at 
intervals of 10 days and the treated surface is not usually covered. In severe 
attacks or during wet weather daily treatment may be necessary for about 12 
days, followed by treatment every 5 to 7 days. Bordeaux paste is extensively 
used in some orchards for the disinfection of stem cankers, and the most promising 
protectant against wound infection from apple canker in tests at Long Ashton 
was a paste made with 5 gm. monohvdrated copper sulphate, 10 gm. hydrated 
lime, and 9 c.c. linseed oil. 

(1 d) Curative Measures against an Established Parasite 

A great many, indeed most, of the protective measures against parasitic attack 
that have been mentioned above fulfil a dual purpose by destroying existing 
parasites on the surfaces of the plant or seed as well as preventing infection from 
parasites newly reaching these surfaces. Heat therapy has only the former effect, 
and many of the chemical seed disinfectants also act primarily in this manner. 
It is often almost impossible in practice to separate the curative from the pro¬ 
tective aspect of the therapeutant; furthermore, so many variable factors arc 
involved in determining the efficacy of a particular fungicide that it has proved 
very difficult to devise a standard measure of evaluation of protective or curative 
activity, the more so since many of the preparations used arc proprietary and 
their exact composition not easy to ascertain. The attempt made to find a quantita¬ 
tive measure by determining the ' chemothcrapcutical index ’, that is to say, the 
figure obtained by dividing the dosis curativa or minimum lethal concentration 
of the fungicide for a given pathogen by the dosis toxica or concentration at which 
incipient injury to the host plant is observed, has proved a failure in field practice 
and has been largely abandoned. At present there is no really satisfactory alter¬ 
native to the laborious system of field testing under as great a variety of conditions 
as possible, though there is much work in progress to develop laboratory methods. 
Until these have been improved, the attempt to distinguish curative from protective 
applications may present insuperable difficulties. 

Fruit blemishes due to apple and citrus sooty blotch ( Gloeodes pomigena) 
and apple fly speck (Leptothyrium pomi ), and similar superficial fungi, may be 
removed after immersion of the fruit in bleaching powder and sodium bicarbonate 
or in calcium hypochlorite alone, rinsing in water, and wiping with a cloth. 
The washing of citrus and other fruits in antiseptic solutions to prevent wastage 
in transit from moulds whose spores may be present on the surface is a common 
practice. Borax and sodium bicarbonate have proved satisfactory against the 
species of Penicillium which are the cause of so much transit wastage. Though 
borax is not permitted by the food preservation laws in England and various 
other countries, it was largely used on citrus fruits for this purpose until gas 
treatment with nitrogen trichloride, the use of diphenyl-treated wrappers, and 
other methods supplanted it. Wastage due to Penicillium and Botrytis cinerea 
in exported Ohanez grapes has been experimentally controlled in Western Aus¬ 
tralia by mixing potassium metabisulphite with the granulated cork used for 
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packing. The liberation of sulphur dioxide from alum and sodium bisulphite 
tablets has had a similar effect in South Africa. Much work is in progress at the 
low-temperature research stations at Cambridge, Cape Town, and Trinidad on 
the control of fungal wastage of fruits in transit by the use of impregnated wrappers, 
oil dips, and the like, but it is mostly still experimental. 

Surgical treatment for the cure of fruit cankers has already been mentioned; 
for various stem and root diseases of permanent woody crops it has also been 
undertaken on a large scale in rubber and coconut plantations and the like. In 
rubber the standard treatment against root diseases is based on a tree-to-tree 
examination of the collar and larger roots, extending outwards from cases of 
incipient attacks of the disease. If the mycelium is still superficial or penetration 
is slight the root is scraped clean and drenched with 2 per cent, copper sulphate. 
If infection is deeper, the root is amputated and the wound dressed. The root 
stump from which infection originated is traced and destroyed, all infected jungle 
timber removed from the diseased patch, and the limits of the infected area 
demarcated by isolation trenches. Somewhat similar methods arc used against 
the honey agaric fungus (Armilloria mellea) on the roots of citrus and deciduous 
fruit trees in California, Australia, and other countries, infected trees being saved 
by surgical methods if not too far advanced, spread being checked by trenching, 
and all sources of infection removed. The attempted biological control of this 
fungus in Nyasaland has already been discussed. In Great Britain these root 
diseases have not hitherto been found under conditions necessitating the applica¬ 
tion of similar control measures. 


MEASURES DIRECTED TO INCREASING THE RESISTANCE 

OF THE HOST 

Some of these depend on inherent characters and arc made use of in the pro¬ 
duction of crop varieties resistant to particular diseases. Others depend on 
external conditions and vary from place to place, from year to year, and "it 1 
different agricultural practices. 


Breeding Disease-resistant Plants 

The breeding or selection of resistant varieties of the host is perhaps the most 
powerful weapon available in the fight against crop diseases. Resistant varieties 
against many of the major diseases arc now grown in crops such as the cerea s, 
potatoes, beans, peas, cabbage, turnip, beet, tomato, cucumber, celery, cottom 
sugar-cane, and so forth. Unconscious selection of disease-resistant varieties o 
staple crops has certainly been operative against many of the commoner disease 
over a period of centuries, but controlled rational efforts in this direction ave 
only been in progress for little over a generation. Success has not been easi > 
reached, and the hopes aroused in the first flush of enthusiasm at the disco\er> 
of the laws governing the inheritance of the characters of resistance an sus^ 
ceptibility to certain diseases have not been completely fulfilled. Not on y is ^ 
difficult to couple resistance to a disease with the desired quality of the crop, u 
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far more serious complications are caused by the presence of numerous physio¬ 
logical forms of the parasite and the disquieting frequency with which new ones 
appear. Resistance to these may not be possessed by the varieties already available 
and may be separately inherited from that to the forms previously known. As 
an instance of this, the greatly increased prevalence of race ‘ 56 * of Puccinia graminis 
tritici in the United States and Canada during the last few years has spoiled the 
prospects of some very satisfactory wheats (e.g. Ceres) that had been bred for 
rust resistance (6) . Furthermore, the increasing recognition of the complexity 
of the factors governing resistance to many diseases, and the fact that resistance 
obtained by hybridisation may be governed by entirely different factors according 
to the variety of the host that sen es as a parent, have damped still more the earlier 
ardour of the advocates of this method of disease control. 

Nevertheless, the use of resistant varieties is the only satisfactory way in 
which control of a great many diseases may be hoped for, and there are sufficient 
successes to the credit of the plant-breeders to justify the claim that it remains the 
best method against a host of diseases. Examples are separately given of the 
control of certain virus diseases in this way, and the list can be expanded many 
times when bacterial and fungal diseases are included. To mention only a few, 
the production of wart-immune potatoes of good quality has removed the menace 
to potato-growing caused by this disease in a large part of Great Britain. Breeding 
against club-root of swedes and turnips, a notoriously difficult disease to control, 
has now reached a stage of great promise Many of the best wheats now grown 
in England have been bred for resistance to yellow rust or have this as an im¬ 
portant character in their constitution, while over a large part of North America 
varieties were developed by breeding and selection which withstood the ravages 
of black rust. With the change in the prevalence of particular physiologic races 
of this rust, other wheats since produced have come into favour and the process 
is still going on. Thus, work is at present in progress in Canada on a group of 
wheats bred in Kenya which have been found to be practically immune from all 
the physiologic races of Puccinia graminis now occurring in Canada. In commenting 
on the slight damage caused by this rust to wheat in Manitoba in 1939, it was 
officially stated that 77 per cent, of the wheat acreage was sown in that year with 
the black rust resistant varieties Thatcher and Renown, and another 18 per cent, 
with durum wheats, chiefly Mindum. Resistance to rust and bunt and to rust 
and mildew has been combined in several varieties of wheat, while the Marquillo 
wheats are resistant to certain insects, such as Hessian fly, in addition, and this 
resistance is being combined with that to the fungus diseases. 

Stewart’s bacterial wilt of corn f Xanthomonas stewarti) almost completely 
destroyed the early varieties of sweet maize in a considerable area of the United 
States, until it was largely overcome by growing new resistant hybrids. As 
mentioned in an earlier chapter, however, this organism appears to be highly 
plastic, and growth in resistant host varieties increases its virulence. This is 
believed to be due to the selection of virulent strains arising by saltation within 
the host. A similar explanation has been given to account for the fact that 
passage through President potatoes increases the virulence of a strain of Phyto- 
phthora infestans, against which this variety is normally resistant. 
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In breeding for the control of crop diseases, the object may sometimes be 
attained by breeding for disease escape or disease tolerance, instead of for true 
resistance. Early varieties may escape a disease, sometimes because meteorological 
conditions (temperature and so forth) may not be suitable for infection, sometimes 
because the parasite is not present early in the season in sufficient numbers to 
cause serious injury. The famous .Marquis wheat escaped black rust in the 
Prairie Provinces of Canada because of its early maturity. The Indian cereal, 
ragi or kurakkan (Eleusine coracana), does not suffer from blast (Piricularia sp.) 
if sown at Coimbatore between October and April, but is heavily infected when 
sown from June to August; where soil temperature is an important factor in 
infection, as with the smuts and Fusarium wilts, a difference of a fortnight in 
sowing date may be very important. It may be equally important to aim at 
increased tolerance of a disease by breeding for particular root characters or for 
enhanced vigour during the period of exposure to infection. The indications 
from observation at East Mailing that the kind of root-stock on which the scion 
is worked influences the extent of infection with apple scab and canker, and of 
silver leaf on plums, have already been mentioned. Comparatively little atten¬ 
tion, however, has been paid to these aspects of plant breeding, which never¬ 
theless deserve more consideration than they have received. 

I he ultimate object of all breeding work is to secure a sufficient range of 
variability in the crop in question to permit of selection for desirable characters. 
It may well happen that there is already available in the population of the crop 
at hand a wide enough range of characters to allow of selection into suitable clonal 
lines being undertaken immediately. It also happens at times, however, that 
nothing like the full range of chromosomal equipment possessed by a genus of 
plants has been accessible to the breeder. This is particularly noticeable in a 
crop like the potato, where until recently the bulk of the breeding work has been 
carried out with varieties of Solatium tuberosum that are tetraploid, with 2n-48 
chromosomes. Allied diploid, triploid, and hexaploid species of Solatium are 
known, some of which are quite immune from potato blight. The recent collec¬ 
tions of these made by Russian, German, and British expeditions to Central and 
South America have greatly expanded breeding material, though they have not 
disclosed varieties resistant to Phytophthora infestans outside central Mexico. 
With this new material, potato-breeding in Great Britain, Canada, India, Russia, 
Germany, and elsewhere has entered on a new phase. The fact that not a single 
case of true resistance to Emlothia parasitica has come to the notice of the Bureau 
of Plant Industry in the United States during twenty-five years of careful recording 
amongst the native Eastern States chestnut hosts of this fungus, not one of which 
has escaped attack, may be due to masking (as mentioned in the next paragraph) 
or to a real absence of factors for resistance amongst the local population of these 
trees (l) . Interspecific hybridisation may be needed to introduce the wished-for 
factor. 'Phis has been successfully accomplished in a good many cases, as in the 
transference of the single dominant factor for immunity from tomato Fusarium 
wilt and the factors against most strains of Cladosporium fulvum carried by Lyco¬ 
per sicum pirnpinellifolium to cultivated tomatoes <3 - 4) . 

There is good evidence that a population may have become fairly stable by 
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self-contained cultivation under more or less uniform conditions and yet contain 
hidden genes for characters of great importance, the existence of which is too 
seldom revealed to attract attention. It is in such cases that intcrvarietal or 
interspecific hybridisation becomes a valuable means of revealing the potentialities 
possessed by a heterozygous crop. It is hard to account in any other way for the 
development of sporadic cases of high resistance to witches’ broom ( Marasmius 
pemiciofus), which began to appear amongst the Nacional and Venezuelan types 
of cacao in Ecuador, both of which appear to be equally susceptible to the disease, 
after the latter type had been introduced from Trinidad about 1890 and had 
become established. No similar cases of resistance have ever been encountered 
in this type either in Trinidad or on the eastern mainland of South America. 
The suggestion was made that the locally grown Nacional type carried one or more 
genes for resistance from its traditional home on the eastern side of the Andes, 
which had remained masked until crossing with another type revealed them. 
An expedition sent to the head-waters of the Amazon in 1938 yielded a number of 
types apparently resistant to the disease, which was found to be widespread 
in the area, and many of these, and of those that have appeared in Ecuador, are 
now under test in Trinidad and show considerable promise <l2 '. 

While the pathologist must turn for help to the plant-breeder for the solution 
of many of his problems, the latter not infrequently raises fresh problems for the 
pathologist. In breeding for improved quality it appears that the character of 
resistance to certain diseases may be lost. This may be a possible explanation of 
the recrudescence of the potato dry rot (Fusarium caeruleum) in Scotland, where 
dry rot was formerly a major disease but had diminished to almost negligible 
proportions in the varieties that became established in the half-century following 
the appearance of potato blight. An equally great varietal change has resulted 
from the onset of wart disease, and it may be that amongst some of the varieties 
now favoured, susceptibility to dry rot has again appeared. Similarly, there is 
some evidence that in the varieties of sugar-cane bred for resistance to mosaic 
disease and improved field performance in Louisiana and India susceptibility to 
red rot ( Colletotrichum falcatum) has become enhanced, though the more generally 
accepted explanation is that strains of the fungus showing exceptional virulence 
have appeared. Many plant-breeders have found it necessary to discard promising 
varieties because of enhanced virulence in them of some parasite normally of 
secondary importance, such as ergot in wheat. As against these cases must be 
set those where the complete control of a disease has followed the elimination 
of certain susceptible varieties, as has happened with red stripe (Xanthomonas rubri- 
lineans) of sugar-cane with the decline in the cultivation of Tip canes in Hawaii. 

In the chapter on Resistance and Susceptibility details are given of the genetics 
of host-plant resistance to disease in a number of cases sufficient to illustrate the 
complexity of the problem (p. 151). 


Enhancing Resistance by Measures other than Breeding 

Many examples of this have been mentioned in earlier sections, especially 
that on the influence of nutritional conditions on plant diseases. It was 
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pointed out that even when the parasite is one which is favoured by a luxuriant 
growth of the host, it is sometimes possible to secure a more than compensating 
increase in growth and assimilatory vigour in the latter by judicious manuring or 
improved cultivation. But many hopes that have been based on this method of 
combating disease have proved illusory, and the tale of disappointment which 
has so often followed the many attempts that have been made to check the progress 
o some epidemic outbreak of plant disease by improvement in cultivation and 
the ike is a warning against optimism on this score. There seems to be an inherent 
tendency, not always confined to the so-called ‘ practical man ’, to attribute the 
failure of a crop from disease to some error in cultivation, but there is abundant 
evidence that any measure that docs not take into account the activities of the 
parasite concerned is palliative only when judged by its final effect. 


MEASURES DIRECTED TO IMPROVING ENVIRONMENTAL CONDITIONS 

Some of these have already been discussed where they arc specifically directed 
against the parasite (‘ field sanitation ’) or in favour of the host (‘ enhanced re¬ 
sistance from manuring and the like). Others arc of a more general character 
and affect the disease as a whole without any clear indication as to which partner 
is most concerned. Even with the most important of these — crop rotation — 
it is far from certain that the effect is wholly on the parasite, for there is much 
evidence that soil sickness as involving a particular crop, is not wholly due 
to the accumulation of pathogenic organisms in the 4 sick ’ soil. Hence the subject 
of crop rotation is included here in spite of the fact that its object often is to free 
the soil from particular pathogens. Leaving out these wider aspects of crop 
rotation, for they are outside the scope of this book and the cause of their influence 
on good husbandry is not always well understood, the practice gives powerful aid 
to the control of such diseases as the Fusarium wilts of flax and other crops, club 
root of crucifers, and foot and root rots of cereals of the Ophiobolus graminis 
type. 1 he interposition of two or three non-susccptiblc crops has given effective 
control of the raspberry wilt due to Verticillium dahliac , and a three-year grass 
ley almost eliminates Corticium so/ani infection of clean potatoes in New Zealand. 
Unfortunately a good many grasses arc susceptible to Ophiobolus graminis , but 
on heavily infected land timothy (Phleumpratense) and tall oat grass (Arrhenatherum 
avcnaceum) can be used aa»grass leys with fair safety <5) . Against flax wilt a rotation 
of eight years is sometimes practised, though persistence up to eleven years has 
been reported, whereas club root may have largely disappeared after four. Potato 
wart disease, however, remains for ten to fifteen years ip the soil and rotation is 
not a practicable defence against its recurrence. For rotation to be effective it is 
not necessary that the pathogen should have completely disappeared. Most 
crops will stand a reasonable degree of thinning without loss of yield — in several 
a io per cent, loss of early stand is scarcely reflected in final out-turn — and cleansing 
to below the level that will depress yield is fortunately often a simple matter. 
That standard systems of rotation may be partly based on this cleansing effect, 
even when the identity of the pathogens is not certainly known, is evident from 


ch. vii PRINCIPLES OF THE CONTROL OF PLANT DISEASE 253 

the results of departure from them under pressure of circumstances, as in war¬ 
time, when diseases ordinarily of little importance may become prominent. The 
dangers involved in growing a single crop over large continuous stretches of land, 
in the use of clonal lines, and in other practices which increase the chances of the 
spores of a parasite in finding a susceptible host to bombard, have already been 
mentioned. Windbreaks are sometimes of value, not only because of the protection 
against leaf injury they confer, as for instance in relation to citrus blast ( Pseudo¬ 
monas citriputeale ), but also because they intercept or break up spore showers 
and thus reduce the intensity of bombardment. 

In many diseases spores are produced or infection occurs only when free water, 
such as is provided by dew films, persists for some hours. Severe attacks by the 
strains resembling Botrytis cinerea that cause chocolate spot of broad beans (l iciu 
faba) occur during prolonged rainy spells with little wind or sun, and are pro¬ 
moted by a dense stand and by shelter from wind which might dry the film of 
moisture. Wide spacing, free ventilation, and good drainage are useful in reducing 
the risk from this disease. In the banana leaf spot caused by Ccrcospura musae , 
the damage, as in chocolate spot, depends primarily on the intensity of sporulation, 
which in turn, in much of the Caribbean area, is largely determined by the inci¬ 
dence of dew. Shade reduces dew formation and consequently spore production. 
Similarly, shaded plants of chilli pepper often escape damage from Colletotric/ium 
capsici , as the die-back caused by this fungus at Pusa was found to be closely de¬ 
pendent on heavy and prolonged dew deposits after the rainy season, which were 
absent under shade. Standing water has also an influence on certain diseases 
communicated from wet soil to the lower parts of plants. In irrigated citrus 
groves in California the fruits are much more likely to become infected with brown 
rot (Phytophthora spp.) by splashing, if the water is held for a prolonged period 
around the base of the tree. Basin-irrigated oranges had 62 times as many fruit 
infected as furrow-irrigated trees in one reported experiment, and there were 
over 13 times as many rotted fruit where the water stood for from 24 to 72 hours 
as when it percolated through the soil quickly. In another group of diseases, 
soil moisture, linked perhaps with aeration of the roots, seems to play a part as 
yet little understood. Instances are the root rot of strawberries in Great Britain 
and North America, root rot and wilt of cotton in the Sudan, and the ‘ root disease 
complex * of sugar-cane in Hawaii and elsewhere. Diseases of this type arc 
characterised by the development of multiple lesions, often associated with a 
number of different fungi, which tend to appear where drainage is temporarily 
or locally impeded or where water-logging reduces aeration. The appearances 
suggest that the lesions arc due to local necrosis, perhaps even to the action of 
a specific toxin on the root cells, and that the fungi that can be isolated from 
them are secondary invaders, not of high virulence. The improvement of drainage 
and root aeration are the only measures that can be taken against these diseases 
until more is known of their etiology. Drainage is also regarded by some as the 
first means of control of potato blackleg, due to Bacterium phytophthorum (Part 
II, p. 483), while there are many instances of its importance in tropical countries. 
Other illustrations of environmental factors favouring disease, some of which 
may be remediable, have been given in an earlier chapter (Chapter V). 
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Chapter VIII 

VIRUS DISEASES OF PLANTS 


I INTRODUCTION : 11ISTORICAI. 

Virus diseases of plants are dealt with here in a general way, and the more im¬ 
portant types in Britain are described in the second part of this book. 

There is no reason to suppose that virus diseases are of more recent origin than 
those caused by fungi or bacteria. The increased attention that they have attracted 
of late is probably rather the result of improved diagnosis and of the ever- 
increasing traffic in plants which has led to the wide dissemination of so many plant 
diseases from one country to another, than of the appearance of new disease- 
producing agents. Many virus diseases cause a progressive deterioration, with 
chlorosis and other obscure symptoms, and so have been more readily overlooked 
than the rusts or smuts or blights that injure crops. However, one disease now 
known to be caused by a virus, the 4 breaking ' of tulips (Part II, p. 876) (Fig. 
409), produces such beautiful effects in the flowers as to have been promptly 
noticed when it reached western Europe, possibly from Turkey, in the sixteenth 
century. It was described by the celebrated botanist de I'Ecluse (Carolus Clusius) 
in 1576 and can be seen depicted in the paintings of Dutch and Flemish artists 
in the late sixteenth and seventeenth centuries. Methods of inducing 4 breaking ’ 
in tulips were advocated, some of them highly fanciful; in 1670 there was a 
suggestion that the variegation might be the result of a disease, and in the 
eighteenth century Van Osten claimed that a whole-coloured 4 breeder ’ could be 
broken by grafting a piece of a broken bulb on to it. This clue was not followed 
up, and there is little indication for another 250 years that broken tulips were 
thought to be diseased. 

A similar state of mind must have existed among those horticulturists who 
knew more than a century ago that variegation in ornamental plants could some¬ 
times be communicated by grafting. Even a variegation in the apple was trans¬ 
mitted by Vibert in France by shield-budding in 1863. In the elaborate scientific 
studies of the variegation which is characteristic of the Abutilon variety called 
Thompsoni by horticulturists (first observed in a single plant amongst A. striatum 
imported from the West Indies to England in 1868) transmission by grafting 
to normal green plants was fully established between 1904 and 1908. 'Phis type 
of ‘ infectious chlorosis ’, as it was termed, was found to affect various other Mal¬ 
vaceae and unrelated plants (mountain ash, chestnut, Euonymus , jasmine, etc.), 
but as it was only transmissible by grafting and seemed to do little harm, it was 
not generally classed as a disease. 

The first destructive outbreak of what are now known to have been virus 
diseases of a crop, of which records exist, appears to have been the 4 leaf roll ’ 
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of the potato (Figs. 164, 269), which 
was extremely prevalent in Great 
Britain for many years from about 
1770 onwards. A similar condition 
was well known in Germany about 
1785. Leaf roll, originally known as 
' curl was doubtless due to several 
viruses, often more than one in the 
same plant. The symptoms of general¬ 
ised deterioration — pallor, deformity 
of the top, leaf and stem weakness, 
reduction in cropping vigour, and the 
like — led to the widespread belief 
that it was the result of * running out ’ 
of the plant owing to long-continued 
vegetative propagation; degeneration 
and senile decay were held to be suffi¬ 
cient to account for the trouble. Even 
as early as 1X02, however, a suggestion is found that greenflies were implicated; 
now amply confirmed, this suggestion received little support at the time, and the 
view that degeneration in the potato and other plants could best be prevented bv 
outbreeding and the production of seedlings by fertilisation of the flowers held 
the field lor more than a century. During this period it was noticed that de¬ 
generation progressed much more rapidly in some localities than in others, and 
the practice became established of importing potato seed tubers from Scotland 
for growing in England, with very beneficial results. It was not easy to account 
for this with the knowledge then available, but northern hardiness and the benefits 
of ‘ change of air were vaguely thought to play some part. 

During the nineteenth century several other important crop diseases now 
known to be due to virus agencies were recognised. Among these was the 4 scroll 
disease of sugar-cane seen in Java in 1X82 ; this rapidly became a menace to the 
important and increasing sugar industry of the island and was the cause of the 
development of biological, chemical, and cultural research into cane problems 
which led to effective control of sereh and secured for the Dutch Fast Indies the 
leading place in sugar-cane research. In 1890 mosaic of sugar-cane was first 
mentioned under the name ’ yellow stripe disease ’ in Java ; unlike sereh, it 
subsequently spread to all the cane-growing countries of the world, and the 
extensive deterioration it caused makes its discovery a landmark in the history of 
plant virus diseases. Tomato mosaic (streak) was mentioned in England in 1X87 
and described five years later in the United States. 

Meanwhile another disease, this time of tobacco, began to attract attention 
in northern Europe. It was described by Mayer of Holland in 1886 and termed 
‘ mosaic ' disease, a name based on the marbled effect of light and dark green 
patches on the leaves which found popular favour and was afterwards applied 
to many diseases causing leaf mottling. Mayer showed that tobacco mosaic 
could be mechanically transmitted from a diseased to a healthy plant, reproducing 
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the disease. Further studies of the same disease by Iwanowsky in 1892 demon¬ 
strated that infection of a healthy plant by the juice from a diseased one still 
occurred after the juice had been filtered through a porcelain filter that prevented 
the passage of bacteria, and also that the infective matter multiplied abundantly 
in its new host plant, resisted drying and alcohol, and thus differed from bacteria 
and the like ; therefore he thought the infective matter must be something in 
solution or perhaps in minute bodies in the cell plasma. For the first time the 
existence of invisible disease-producing agencies smaller than anything yet known 
was postulated ; their study was made possible and a basis for virus research 
established. A few years later the famous Dutch bacteriologist Beijerinck, knowing 
nothing apparently of Iwanowsky’s work, made a detailed study of Mayer’s disease 
and, reaching the same conclusions as Iwanowsky, propounded in 1898 his theory 
of the contagium vivurn fluidum, an infectious living fluid or non-particulate agent 
of disease. It was in the same year that Loetflcr and Frosch, working on foot- 
and-mouth disease, first demonstrated that animal diseases occurred of the type 
now known to be due to viruses. 

Soon after Mayer’s work Erwin F. Smith carried out studies of a destructive 
disease known as peach yellows in the United States (where it was first recorded in 
1791) and in 1888 published the results of experiments proving that the disease 
could be transmitted by grafting or budding but not by any other of the methods 
that he tried. Beijerinck thought that peach yellows was another example of the 
contagium vivum fluidum, and it was later recognised as being allied to tobacco 
mosaic and similar diseases. 

For a number of years after Beijcrinck’s work there was little progress in the 
study of virus diseases of plants though there were isolated investigations of 
interest. Thus, in 1901 the Japanese Takami succeeded in transmitting the 
' dwarf ’ or ' stunt * disease of rice by the leaf hopper Sephotcttix a pica Us , the 
first insect transmission of a disease now known to be due to a virus on record. 
In 1902 Kamerling claimed to have transmitted sugar-cane mosaic in Java by 
injecting sap from a diseased into a healthy cane. Between 1906 and 1915 a 
group of workers in the United States associated beet 4 leaf curl' with infestation 
by leaf hoppers, then showed that these insects caused the disease, and finally 
that they could only do so after feeding on a diseased plant and that the infectious 
agent was not merely carried mechanically by the insect. In 1913 Quanjer, who 
had already started his classical researches on the virus diseases of potatoes in 
Holland, reported that a necrosis and lignification of the phloem was a constant 
concomitant of potato leaf curl (roll) and was an infallible symptom of the disease, 
which he therefore termed 4 phloem necrosis ’ of the potato. In 1914 Orton 
described and named potato mosaic which he had seen in Germany in 1911, 
and introduced the name 4 leaf roll ’ instead of 4 curl * into American and English 
usage, and also the term 4 streak ’ for yet another type of these potato diseases. 
From 1914 to 1918 Allard greatly extended knowledge of tobacco mosaic. In 
1916 Quanjer proved that potato leaf roll was an infectious communicable disease. 

It was still possible, however, for one of us to write in 1918 in discussing 
tobacco mosaic : 44 It is, perhaps, the best known example of a group of diseases 
of obscure origin, in which not only has no parasite been detected, but there is 
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strong reason for believing that none of any type known to us can exist. Some 
hold that it is a physiological disorder, due to an innate alteration in the processes 
or functions of the plant, not brought about by the presence of an independently 
living parasitic organism ; others, that it must be parasitic but due to a form 
smaller than any yet known, or even to a ‘ living contagious fluid ’— a suggestion 
which goes still further beyond the limit of any life known to us. It seems more 
reasonable to suppose, as other investigators have, that the virus is one of an 
enzymic nature, capable of producing extensive effects in minimum doses. . . . 
Similar diseases are known in tomatoes, chillies, and other plants. . . . They 
form a group which is perhaps the most obscure in the whole field of vegetable 
pathology.” 

Soon afterwards the successful insect transmission of spinach blight (Cucum¬ 
ber mosaic virus) and potato ' mosaic ’ in the United States, of potato leaf roll 
in Holland, and of sugar-cane mosaic in the United States, together with the 
discovery in the United States that cucumber and bean mosaics were trans¬ 
missible through the seed, marked the initiation of a period of intense activity 
in plant virus research. Investigation of potato virus diseases was actively pro¬ 
secuted in Holland, the United States, Canada, Great Britain, Ireland, France, 
and many other countries. Records of diseases of the ' leaf curl ’ and ‘ mosaic ’ 
types became frequent, so that in 1921 it was stated that mosaic was known in 
30 genera of 10 families of plants and mosiac-like diseases in 8 genera of 5 families. 
The view that these diseases were caused by ultramicroscopic organisms was 
gaining in credence. Studies of their behaviour in the insect host, especially 


in I'.utcttix tene/lus (Fig. 172), the vector of curly top of sugar beet in the United 
States, were throwing light upon the relation between insect and virus. By this time, 
too, the view that ' degeneration ’ was a concomitant of long-continued propaga¬ 
tion from the same stock had been rudely shaken. The opinion was definitely 
expressed in England in 1921 that potato “ degeneration is but a symptom of 
a disease, and this disease is probably mosaic ”. In France in the same year 
it was stated that degeneration is only the consequence of disease or poor adapta¬ 
tion of a plant to its environment and that, in the potato at least, propagation 
by asexual means cannot be held to lead inevitably to degeneration of a variety ; 
while in the United States, again in 1921, the running out of a large series of 
potato varieties observed in Minnesota was believed to be due to the introduction 
of mosaic (using the term in a broad sense) with some of the tubers brought to 
the Experiment Station in 1883. 


The Nature of the Virus 

Throughout this period and for some time afterwards attempts were made to 
identify as the causal organisms of virus diseases of plants certain elements seen 
in the diseased tissues or obtained in cultures from them. In some cases bodies 
reminiscent of the ‘ elementary corpuscles ’ described in certain animal an 
human virus diseases were thought to be the infective organism, and the name 
Strongyloplasma ivanovskii was given to bodies seen in tobacco mosaic. Amoeboi 
bodies found in maize and Ilippeastrum mosaic and, later, in those of sugar-cane, 
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tobacco, and Brassica were thought possibly to be protozoa or other living organisms 
causative of the diseases, as some held the Negri bodies in animals affected with 
rabies or the Guamieri corpuscles associated with smallpox to be. Flagellates and 
Trypanosome-like organisms were reported in the phloem of various plants 
suffering from virus diseases, but were later shown to be normal constituents of 
the cells. The new genus Phytamoeba was established for supposed amoeba-like 
organisms seen in Fiji disease of sugar-cane, while Phsmodiophora tabaci was re¬ 
ported in mosaic tobacco plants, and minute motile organisms were stated to occur 
in the cells and chloroplasts of mosaic tomato and other plants, but were later seen 
in healthy plants also and were presumably due to contamination of the material. 

In 1922 Twort reported his constant failure to establish cultures of ultra- 
microscopic organisms occuring saprophyticallv. I Ic supposed that more primitive 
forms of life than the bacteria or protozoa must exist and that the filter-passing 
lysins associated with many bacteria which he had found in 1915 (the bacteriophages 
of d’Herelle, 1917) may be in this class ; he inclined to the view that a precellular 
form of life, situated in a sense between the simple enzymes and the bacteria, 
may constitute the ultra-microscopic viruses. Another possibility which he dis¬ 
cussed in the following year was that the viruses might be unimolecular stages 
of the host which for some reason preserved their independence when the fertilised 
cell first divided. Akin to this view was one expressed in the United States in 
1923 that the agent might be a product of the cell such as a particle of chromatin 
or possibly some structure such as a gene which had escaped from the shackles 
of co-ordination in the cell. Again it was thought in 1926 to be conceivable that 
a virus might be an intermediate stage in the evolutionary path from the non-living 
to the living and might have acquired some of the properties of living matter, e.g. 
that of reproduction, but not others. Though successful cultivation in vitro of 
the causal agent of tobacco mosaic was reported in 1924, subsequent work failed 
to substantiate this claim. The inclusion bodies (‘ X ’-bodies) found in the 
cells of many virus-infected plants were early considered to be nothing more than 
degeneration products of the cell, and later work indicates that they are the result 
of reaction of the cell to the presence of the virus and arc an effect, not the cause, 
of the disease. 

Up to 1935 most biologists regarded the viruses as living organisms, though 
few- believed that any plant virus had been seen under the microscope or cultivated 
artificially in cell-free media ; there were still some, however, who maintained 
that an autocatalytic as opposed to an organic nature best explained their properties. 
In that year Stanley 04 ’ announced in the United States that he had isolated 
from tobacco mosaic juice a crystalline protein having all the properties of the 
tobacco mosaic virus ; he considered the virus to be an autocatalytic protein, 
presumably requiring the presence of living cells for its multiplication. The 
following year he reported the preparation of a similar substance from the juice 
of tomatoes infected by tobacco mosaic, while Bawden and co-workers who had 
been engaged at Cambridge in the purification of certain viruses, obtained liquid 
crystalline proteins from three types of tobacco mosaic which were infective at 
high dilutions — a millionth of a gram per c.c. or even less — and could be 
transmitted from plant to plant in series, showing rapid multiplication in the 
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infected plants. I hese proteins agreed with Stanley’s preparations in their high 
molecular weight, and X-ray studies indicated that they consisted of closely 
packed elongated rods. Further studies showed them to be nucleoproteins 
(containing phosphorus), separating as a jelly on high-speed centrifuging, and 
the view was expressed, in agreement with the American workers, that these 
heavy proteins, which were not found in healthy plants, might well be the actual 
viruses ; this view was strengthened by studies of potato virus ‘ X * reported in 
1938, which showed that the virus, when purified, appeared to be a solid mass of 
nucleoprotein showing under X-ray examination a perfect internal regularity 
in the particles, of the type found in some large protein molecules. 

I he rods found in the tobacco mosaic and some other viruses are not true 
crystals, having 2-dimensional but not 3-dimensional regularity, and are better 
termed paracrystals ; purification reduces their filter-passing facility, a result 
apparently due to the aggregation of smaller particles present in the sap into longer 
rods ; as shown by electron microscope 280 ±8*6 m/x is a most common length. 
Later studies of the virus of the * bushy stunt * disease of tomatoes yielded 
nucleoproteins in a form more closely approaching that of true crystals, with 
particles approximately isodiametric in shape and not tending to aggregate on 
purification ; the diameter of these particles is about 27 4 m/x* and their mole¬ 
cular weight has been variously calculated as from 8,800,000 to 12,800,00. In 
the United States, Stanley isolated and studied a heavy nucleoprotein from tobacco 
affected by the ‘ ring spot ’ virus and assigned to it a molecular weight of 
3,400,000 and a spherical shape, with a particle diameter of 19 m/x; the tobacco 
necrosis virus has a particle size between 13 and 20 m/x, and the lucerne mosaic 
virus 16-5 m/x in diameter, these being about the smallest plant viruses so far 
reported. 

I his ring-spot virus is thrown down in isotropic pellets without crystalline 
structure on high-speed centrifuging and can reproduce the disease. Apparent 
recovery takes place sometimes, the new leaves coming out without visible symp¬ 
toms ; it was found that in these unmarked leaves only about one part of virus in 
500,000 of fresh green leaf occurred, as against one part in 80,000 in leaves bearing 
many ring-spot lesions. ‘ Recovery * in this case is apparently merely due to a 
reduction in concentration of the virus in the host. The concentration of the 
virus, however, naturally varies according to the time allowed for its multiplication 
in the plant ; ordinary tobacco mosaic protein has been estimated to increase 
over a million times in a four-day period, and reaches its maximum concentration 
five weeks after inoculation. The concentration reached may be one part of heavy 
tobacco mosaic protein in 500 parts of plant tissue. 

Specific nucleoproteins have now been isolated from a number of plant virus 
diseases. Some are infective in dilutions of one-thousand-millionth of a gram per 
c.c.; in some, the molecular weight of the order of 20,000,000, and still heavier 
animal virus proteins, have been reported. In the other direction a heavy protein, 
having a molecular weight of 500,000, has been isolated from the bacteriophages, 
and these are now regarded as causing virus diseases of bacteria ; they range in 
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size from 10 to 75 m^, are specific to particular bacteria, and are capable of multi¬ 
plication on them. Each virus has its own particular protein irrespective of the 
host plant from which it is obtained : tobacco mosaic nucleoprotein is the same 
in any one of several quite unrelated hosts, while potato X virus inoculated into 
tobacco produces a protein differing from that of ordinary tobacco mosaic and 
agreeing with the X virus obtained from potatoes. Their properties of stability, 
resistance to heat and other agents, and so on, agree with those that had already 
been established for the virus in the plant. Even strain differences in a virus 
can be recognised in the purified product. In the highly purified products there 
is very little else than nucleic acid and protein ; no salts or carbohydrates or 
hound water, such as occur in all organisms hitherto known, have been detected. 

Workers with animal viruses have had some difficulty in accepting all the 
implications drawn from the botanical work. It so happens that animal viruses 
exist that are large enough to form a descending scries in size from some of the 
smaller bacteria, without the considerable gap that is apparent between the bacteria 
and the plant viruses ; indeed some animal viruses are larger than some of the 
organisms, like that causing bovine pleuropneumonia, that have been artificially 
cultivated in cell-free media. Furthermore, saprophytic viruses have been dis¬ 
covered by animal virus workers ; one from London sewage is cultivable on ordinary 
media. At the moment it is hard to say more than that some viruses seem to have 
the characters of minute organisms, others to be devoid of ‘ living ’ properties 
as the term is ordinarily understood. Much turns on the definition of 4 living 
matter but those who arc most closely in touch with the recent work on plant 
viruses seem to be least inclined to regard them as organisms. 

Diagnosis : Symptoms 

No exact criterion exists for the diagnosis of a plant virus disease. None of 
the symptoms is exclusive, and there is no specific property by which the existence 
of a virus disease can be recognised. The negative characters in the pathogen, of 
invisibility by ordinary methods of microscopic examination using visible light 
and uncultivability apart from the living tissues, are those most made use of in 
diagnosis, and if, in addition, the juice is found to be infective after filtration 
through porcelain or other bacteria-proof filters and the disease can be trans¬ 
mitted by sucking insects or by grafting, it is fairly certain to be due to a virus. 
Not all virus diseases of plants, however, have been found to be caused by filter 
passers, and where the only known method of transmission is by grafting, as in 
‘ paracrinklc ' (virus E) of the potato, * big bud ’ of the tomato, and 4 spike disease ’ 
of sandalwood, neither juice infection nor insect transmission can be used to 
confirm the diagnosis, though there is little doubt that most diseases of this class 
will be found in time, as peach yellows was found after many years, to be insect- 
borne. Transmission from plant to plant in series implies multiplication of 
the infective agent in the host and is a valuable help in diagnosis when no visible 
cultivable pathogen, such as a fungus or bacterium, can be detected. 

The commonest symptom of virus diseases is probably the mottling in different 
shades of green or green and yellow (occasionally whitish) on which the term 



Ho. 165.—Symptoms of virus diseases. .1, dahlia infected with virus of spotted wilt. B. bcironia 
infected with tomato spotted wilt virus. C, tomato spotted wilt. I). suyar heet mosaic, infec¬ 
tion with Beta virus _• (. /. C. photo hy Ik-wlcy ; B. /). photo by Foister) 

‘ mosaic is based (I'igs. 165, 166, 167). This symptom, however, is also found in 
various deficiency diseases and occasionally a genctical chlorophyll deficiency is 
expressed in a similar manner. Sometimes, both in virus diseases and these 
other disorders, the chlorosis or yellowing is generalised over the whole leaf 
surface. In many mosaic diseases the pallid or chlorotic areas produced on some 
of their host plants are arranged in concentric circles (the so-called ‘ ring spots ) 
or in lines. A notable feature of some virus diseases of the potato, tomato, tobacco, 
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cauliflower, and other plants is 
the development of dark-green 
bands bounding the veins; this 
condition is known as ' vein 
banding ’ and may be evanescent. 
In 1 bunchy top * of bananas the 
most reliable diagnostic symp¬ 
tom is the green streaking found 
alongside the veins in the leaves 
and sheaths, due to the phloem 
being replaced by a morbid tissue 
surrounded by ground cells rich 
in chlorophyll. A leaf symptom 
of value sometimes in diagnosis 
is a translucent appearance of 
the veins termed ‘ vein clearing ' 
(Fig. 168) ; this may he a very 
early symptom as in lilv mosaic 
and the tobacco and tomato 



diseases caused bv potato virus , Ki - tW» — Tomato showing yellow mosaic. Left, normal 

. v * • 1 • 1 * . . e leaf; right. infected (photo by Bewley) 

Y , in which it is often 

followed a few days later by vein banding. Like the latter it is evanescent. 
More characteristic than mottling are various types of curling or crinkling 



Flo. 1 (>7.—(irecn tomato fruits showing waxy, brown 4 scald marks ’ due to 
infection with mixed \irus streak (photo by Bewley) 
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of the leaves, though these again may be 
simulated by insect attacks or, more rarely, 
by those of parasitic fungi. The latter, how¬ 
ever, are usually more localised than the 
effects of virus diseases, which tend to be 
generalised throughout the plant and are 
sometimes fully systemic. 

Necrosis results from the attacks of a 
good many plant viruses (Figs. 175, 176); it 
may be restricted to spots on the leaf which 
may be of the ‘ ring spot ’ type, or arranged in 
virus mf««d m b^ccoi, n (photo'' by an S ular lincs ‘hat have been described as re- 
Caldwell & Prentice, Ann. Af>f>. Biol.) sembling hieroglyphics, or may occupy small 

or large continuous areas; or the necrosis 
may occur in streaks on the leaves or stems, the leaf veins sometimes being the first 
to be affected. In its most severe forms necrosis affects the whole tip of a shoot, or 
the petioles of the leaves, or an entire branch system, causing the collapse of the parts 
above the area affected. Necrotic areas may also develop in storage organs, as in the 
nfct necrosis of potato tubers which results from the destruction of the phloem in 
plants affected by leaf roll. The tobacco necrosis virus can kill the cells of all 
organs except the root but never causes mottling or chlorosis; ordinary tobacco 
mosaic, on the other hand, only rarely, as at high temperatures, kills tobacco cells. 

Distortions and malformations of organs and abnormal growths such as galls 
and leafy cnations are evidences of the 
profound changes in the internal order of 
the plant brought about by some virus 
diseases. A remarkable example is the 
4 fern leaf * type of foliage (Fig. 170) found 
sometimes in tomato plants infected by- 
tobacco mosaic or by cucumber virus ‘ 1 \ 

In extreme cases the leaf lamina may be 
so reduced that the organ resembles a ten¬ 
dril. Elongation of the stems is checked 
in many virus diseases, to several of which 
the descriptive popular names of 4 dwarf ’, 

4 stunt ’, and the like have been applied. 

4 Bunchy top * and 4 rosette ’ are other de¬ 
scriptive names of virus diseases character¬ 
ised by shortening of the internodes and 
crowding of the leaves at the tip of the 
shoot. Less often, increase in size results 
from virus infection, as in 4 giant hill * and 
witches’ broom of potatoes, the over¬ 
grown tomato plants produced by tomato 

enation virus, and the abnormally large Flo l69 ._ TomaIO showjn ,. symptoms of 
leaves found in elm mosaic. A character- streak disease (photo by roister) 
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istic feature of potato witches’ broom is the growth of many (up to 200) thin wiry 
shoots from the leaf axils and base of the plant; these may sometimes be thread¬ 
like and leafless. In 4 spike ’ disease of sandalwood the new leaves formed after 
infection is established are narrow, pointed, stiff, erect, and crowded together 
by shortening of the internodes ; they become progressively smaller and narrower, 
so that eventually the new shoots resemble tine spikes bearing four rows of bristles. 
Wiry, finely branched shoots with very narrow leaves arise from the trunk and 
branches of peach trees suffering from yellows. 

Galls arc caused by a few virus diseases, the best known of which arc the 4 big 
bud ’ of tomatoes and Fiji disease of sugar-cane ; the latter has as its chief symptom 
the production of elongated swellings along the veins of the under side of the leaves. 
In the ‘ stripe ’ disease of narcissus and daffodils small galls or corrugations occur 
on the leaf surface, while small warts are found on the veins of the lower leaf 
surface in sugar-beet 4 curly top *. Thickening and increased prominence of the 
veins are found in several virus diseases, especially of the ‘ curl' or ' crinkle * type. 
In leaf curl of tobacco and cotton l0) the vein thickenings are green and are often 
associated with the formation of cup-shaped or laminar leafy outgrowths known 
as' enations \ Enations also result from infection of peas or broad beans by enation 
pea mosaic, and of tomato (enation tomato mosaic) and some species of Xicotiana 
by tobacco mosaic in the British Isles, North America, and elsewhere. A character- 



I*1C. 170.—Tomato plant showing * fern leaf ' symptoms caused by the presence of cucumber virus 

No. 1 (photo by Bcwlcy) 
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istic spindle-shaped or cylindrical swelling of the shoots, due mainly to hyper- 
plasy of the xylem, is a late symptom of the swollen shoot disease of cacao, epidemic 
in a part of the Gold Coast. 

The floral abnormalities caused by virus diseases include the variegation of 
the petals so beautifully shown by many ‘ broken ’ tulips (Fig. 409), and similar 
striping of the petals in mosaic narcissus, iris, stock, wallflower, sweet pea (Fig. 
171), chrysanthemum, peach, and so forth. Phyllody (viresccncc of the flowers) 
occurs in aster yellows, spike disease of sandalwood, and big bud of tomatoes 
and beans. In ‘ false blossom ’ of cranberry all the floral organs are abnormal and 
the flower may be replaced by whorls of leaves or a small branch. The well-known 
teratological prolongation of the axis of the affected flowers termed median floral 
proliferation is sometimes seen in ‘ aster yellows ’ and ‘ big bud ’ of the tomato. 
Complete sterility sometimes results from failure of the stamens to mature, while 
up to 50 per cent, of the pollen has been found to be abortive in tobacco mosaic; 
or it may be due to abnormalities of the gynoccium as in tomato big bud. Plants 
affected by the sugar-beet curly top virus may have twisted peduncles, dwarfed 
and desiccated flowers sometimes lacking the corolla, and malformed or aborted 
fruits and seeds. Flowering is largely suppressed by cucumber mosaic and aster 
yellows in some hosts ; or young flowers and fruit may be lost by abscission or 
by drying up. In groundnut, ' rosette * flowering may occur but no nuts develop 
after infection. Similarly whole fields of susceptible varieties of cotton have been 
seen in the Sudan where early total infection with leaf curl had not seriously 
impaired vegetative vigour, but it was difficult to find any mature bolls. Early 
blossoming is a feature of some potato and tobacco virus diseases and early fruit 
maturity of peach yellows. 

The roots of plants are little affected by the presence of virus diseases. In 
sugar-beet curly top there is an increase in the number of thread roots (the hairy 
root condition), and in some hosts, such as tomato, the rootlets decay backwards 
from the tip. Several viruses have been successfully cultivated in the excise 
root tips of tomato for long periods without the slightest external symptom 
appearing. 


Fig. 171.—* Broken flowers.’ A, of wallflower (photo by Foister & Noble). B, of f u')«V»reak * 
on left, not infected ; on right, diseased ; the flowers arc a pale lavender colour, t i 
being of a reddish-purple colour (photo by Bewley) 


CH. VIII 


VIRUS DISEASES OF PLANTS 267 

The susceptibility of some crops, such as potato and tobacco, to infection 
by several different viruses was early recognised. The discovery in 1931 that 
simultaneous infection with more than one virus caused some of the well-known 
potato virus diseases, and the analysis and synthesis of these diseases, marked a 
notable advance in virus pathological research. At an earlier date it had been 
shown experimentally that inoculation of tomatoes with a combination of potato 
and tobacco mosaics caused a very severe 4 streak disease ’, while evidence was ob¬ 
tained that two tobacco diseases in Kentucky were each caused by a mixture of 
two viruses. It is now fully established that some of the most severe diseases of 
the potato and other plants are composite mosaic diseases ; potato crinkle (the 
4 mosaic ’ of the United States) is due to a combination of potato virus A with 
X, potato net necrosis to A plus the virus of potato leaf roll, while tomato 
mixed streak is caused by tobacco mosaic virus plus potato virus X. 

Another serious complication in the diagnosis of these diseases is the great 
differences in the symptoms they induce in different varieties of the host plant. 
This has nullified attempts to base a classification on symptoms. The most 
complete studies of varietal reaction to infection by particular viruses have been 
made on potatoes, and the literature on these diseases is loaded with detailed de¬ 
scriptions of their effects on the numerous varieties commonly cultivated. Apart 
altogether from the symptomless 4 carriers ' of a virus and the phenomena of re¬ 
sistance to, and tolerance of, virus infection, varieties that are apparently fully 
susceptible may react in different ways to an individual virus. Tests in Holland 
of the reaction of a large number of varieties to infection by the 4 V ’ virus served 
to distinguish five types of reaction : the potato varieties in group 4 A * suffered 
from mosaic with drooping of the leaf tips and margins; in group 4 B ’ there was, 
in additions certain amount of rugosity with a few fine veinal necroses and yellowing 
or bronzing of the lower leaves; group 4 C ’ added to these symptoms a streak 
disease causing leaf drooping and desiccation owing to necrosis extending back 
from the leaf veins to the petiole ; in group 4 D ’ the necrosis extended to the 
surface of the stem, while varieties in group 4 K * showed little or no mosaic but 
there was severe dark necrosis of the veins with some necrotic spotting of the leaf, 
the necrosis spreading extensively in the stem and being accompanied by leaf 
drop. A somewhat similar grouping has been made of the reaction of several 
varieties in the British Isles to the same virus. Tuber necrosis is a prominent 
symptom in some potatoes affected by 4 aucuba mosaic *, while in other varieties 
there is none, though the leaf symptom of brilliant yellow spotting may be equally 
apparent in both groups. 

As might be expected, still greater differences than those found within the 
varieties of a single species of host plant occur when the virus is tested on susceptible 
plants belonging to different species, genera, or families. These differences are 
greater than those observed when pathogenic fungi or bacteria are similarly tested, 
so much so as to raise the question whether they are not due to an entirely different 
order of phenomena. The common 4 tobacco mosaic ’, for instance, which is fully 
systemic in the cultivated Nicvtiana fabacum, produces only local circumscribed 
lesions on inoculated leaves of .V. glutinosa and does not spread to the rest of the 
plant ; similarly circumscribed lesions arc produced by it in French beans, but 
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it is fully systemic in spinach, tomato, and several other hosts. ‘ Tobacco necrosis 
virus ’ occurs naturally in the roots of a wide range of hosts in glass-houses at Cam¬ 
bridge without causing any visible symptoms ; natural infection of the leaves is 
unusual but has been seen in tobacco, while artificial inoculation causes only local 
infection, except in French bean, in which it may eventually become systemic. 
‘ Tomato spotted wilt ’, which has probably the widest host range (Fig. 165 c) 
of any virus disease in England and affects monocotyledons as well as dicotyledons, 
produces every kind of symptom from local lesions without systemic infection 
to complete systemic necrosis which kills the plant: vein clearing, mosaic mottling, 
bronzing, ring spots, leaf curl, stunting, rosetting, necrotic spotting, vein and 
petiole necrosis, necrotic striping of the stem, distortion of leaves, flowers, and 
fruit, suppression of flowering, are all amongst the symptoms found in different 
hosts, though only a selection of them is usually found on any one host. The 
potato viruses seem seldom to pass outside the So/anaceae, but some of them show 
widely different symptoms on particular genera. ‘ Aster yellows ’ in the United 
States has a host range of over 160 species in many families, amongst which many 
distinctive changes in habit, overgrowth (excessive production of axillary shoots, 
aerial roots, elongation of the internodes, and so forth), dwarfing, deformation and 
pigmentation of leaves, floral abnormalities, necrosis, and decay have been observed; 
chlorosis or yellowing without mottling is, however, a general symptom. Artificial 
infection tests in the United States, reported in 1940, showed that cucumber 
mosaic virus could infect no less than 191 species in 40 families. The diseases 
caused by this virus or by distinct strains of it are so diverse in their symptoms 
as often to defy diagnosis without extensive testing or serological study ; almost 
the whole range of symptom expression of virus infection may be found in some 
plant or other infected by it. 

Carriers 

The existence of ‘ carriers * of virus diseases, that is, of plants which contain 
a virus without any visible signs of infection, was early established. Thus, it was 
stated in 1923 that the juice from certain tomato plants that showed no symptoms 
two months after they had been inoculated with mosaic was capable in every case 
of causing visible infection of healthy susceptible plants. In the same year the 
existence of a carrier of hop mosaic was demonstrated. Similar results with 
potato roll and mosaic were reported in the following year. Later it was found that 
all the main cultivated varieties of potatoes in the United States were so universal ) 
infected with certain viruses that it was impossible without special precautions 
to obtain a virus-free tuber; for a time the name ‘ healthy potato virus "as 
applied to the infective agent in these cases, but eventually it was recognised t at 
American potato varieties were all carriers of one or more latent viruses, t c 
commonest of which were strains of the ‘ X * virus u> ; the vein banding viruses 
‘ A ’ and ‘ Y ’ and a top necrosis virus ‘ B ’ are also sometimes concerned. " 
the British Isles, Up-to-Date potatoes always carry 4 X ’, usually accomparue 
by 4 B ’ ; Golden Wonder and Irish Chieftain always carry 4 A \ and 
Edward, 4 E ’; since 4 E ’ is only transmitted by grafting, cannot spread natura >. 
and has been found in King Edward in all parts of the world, the stock mur> 
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have been infected at its very origin. The ‘ Y ’ potato virus is reported to be 
carried masked by turnips and other brassicas as well as by red clover, garden 
peas, and bindweed ; tomatoes show the early symptoms of infection (vein 
clearing, vein banding, and faint mottling) but become symptomless carriers 
as growth proceeds. In experiments at Cambridge leaf roll was carried by turnips, 
Brussels sprouts, stocks, and campanula. Carriers of the 4 leaf roll ’ and 4 Y ' 
viruses, usually the two most destructive in the south of England, arc rare in the 
potato varieties grown in Great Britain except in old-standing ‘ chronic * infections, 
but tolerant varieties are known in Germany, and the Swedish variety Imperial 
is a perfect carrier of leaf roll. Carriers of yellow edge and crinkle of strawberries 
arc fairly common, especially in varieties in which the parent species Fragoria 
chiloensis is predominant, while in raspberries the well-known Lloyd George 
variety is sometimes a symptomless carrier of mosaic. 

In all these cases the presence of the virus in the carrier is revealed bv infecting 
by grafting or otherwise a susceptible or 4 indicator ’ plant in which visible symp¬ 
toms are produced. If potatoes carrying 4 A ’ or 4 X ’ virus are grafted with one 
or other of several potato varieties, e.g. Up-to-Date, a lethal top necrosis results 
and the plant is killed. The wild strawberry Fragaria vesca similiarly serves as 
an indicator plant for yellow edge and crinkle of strawberries. 

The economic significance of carriers is twofold. In the first place, a carrier 
variety may suffer little from the presence of the disease, and under certain con¬ 
ditions the use of carrier varieties may minimise the losses in a crop. This is not 
of universal application, however, for cases have been reported in which yields 
have been substantially depressed by the unsuspected presence of a symptomlcss 
virus. Secondly, the carrier, while giving complete satisfaction in certain districts, 
may on transfer to a new locality become exposed to infection by another virus 
and the combination may be far more destructive than either alone ; thus, when a 
strain of X producing no symptoms on the potato variety President becomes 
combined with 4 A ’, which alone causes only a slight mottle on this variety, the 
result is a severe disease of the crinkle type. The rapid degeneration from crinkle 
of Up-to-Date potatoes which arc extensively exported from the British Isles 
into Southern Rhodesia is probably to be traced to the carried virus which is 
present in all the imported stocks meeting with another crinkle constituent found 


locally. 
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Transmission of Virus Diseasf^ 

( In the transmission of these diseases it appears to be necessary for the virus 
to come into contact with living cell plasma. Unbroken cell membranes ordinarily 
oppose its passage, though there have been successful infections when a virus 
suspension of tobacco mosaic or of potato virus 4 X ’ is sprayed on the surface of 
the leaf; these two viruses are readily transmitted by contact, as for instance 
when leaves of healthy and diseased plants are blown together by the wind, and 
it is difficult to exclude the possibility of infection through broken hairs or other 
surface micro-lesions, though the experiments indicate that stomatal infection is 
involved.y 

/Natural infection by direct transmission of the infective agent through the air, 
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as in most fungal and some bacterial diseases, has not been found in the viruses 
except in the very aberrant tobacco necrosis virus which has been recovered from 
the air and water)in infected glass-houses and reaches the roots of the host plants 
through the soil when every other source of contamination but air or water has been 
excluded. 'I'his virus enters the roots through broken root hairs and other natural 
injuries and will not penetrate roots growing in contaminated water cultures 
unless these are wounded. (Transmission through the soil also occurs in the 
wheat rosette virus in the United States, while the virus of ordinary tobacco 
mosaic survives in the debris in or on the soil from a diseased tobacco crop, fnd 
infection from this source is the most important cause of the disease in certain 
areas on land on which an infected crop was grown the previous year ; it has 
even been stated that this virus can persist in soil from one season to the next 
after being leached out of the infected tissues ,4) . 

(in tobacco and tomato mosaic, natural infection frequently results from the 
handling of healthy after diseased plants, as in the operations of topping and 
priming of the crop, the hands of the workers becoming contaminated by the 
infective juice from the already diseased plants. Tobacco mosaic virus also 
survives for years in manufactured tobacco, and it has been proved that not only 
the fingers of smokers of infective tobacco but also the sputum from those who 
chew the tobacco, can, and often do, infect the crop J This virus is intensely in¬ 
fective, successful inoculation having been accomplished by cutting with sterile 
scissors the hairs on infected leaves without injury to the cells below and using 
the scissors thus contaminated to cut hairs on a healthy leaf; even at a dilution 
of one part in a million it is still infective. It is also extraordinarily resistant to 
drying and putrefaction, some virulence having been found still persisting in 
1937 in tobacco cured in 1882, while bottled juice that had undergone putrefaction 
remained highly infective after fifteen months. Tests in 1940 of crushed mosaic 
tobacco leaves kept since 1925 in water in flasks gave only a very small num er 
of successful infections, but similar material to which the preservatives henzenc 
or xylene had been added caused 30 to 40 per cent, of the number of infections 
caused by a fresh extract. The inactivation of tobacco mosaic virus cause > 
the growth of aerobic micro-organsims is much greater than that cause ) 

anaerobes. , • • h as 

[Evidently it is difficult to avoid contamination of the crop with a virus sue ^ 
tobacco mosaic, and both it and tomato streak have been found to be transmit^ 
to healthy tomato plants on pruning knives, as has also sugar-cane mosaic on 
knives used for cutting the setts.) Fortunately there arc not many viruses " ^ 
such properties, and many lose their power to infect quite soon after remo%a ^ 
the living host; tomato spotted wilt survives in expressed sap only or a ^ 
four hours and cannot stand drying. Natural spread by mechanical means car ^ 
of little practical importance in most virus diseases, for it is usually necessaO ^ 
inoculate by needle-pricks or through surfaces abraded by carborundum an 
like,to ensure successful infection. > 

[The transmission of plant viruses by insects is of far greater importance 
thd methods already mentioned and accounts for the natural spread o 1 c ^ gQ 
majority of these diseases ; in a recent list 70 plant viruses arc state to 
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transmitted. Most of the insects concerned arc leaf suckers of the order 
Hemiptera , a few are leaf abraders of the order Thysanoptera. There is a small 
number of cases of transmission by leaf-eating insects such as grasshoppers and 
Diabrotica beetles and one or two by mites (Arachnida). Amongst the Hemiptera , 
aphides, leaf hoppers, aiijd white-flies are the chief vectors, but there arc a few 
plant bugs (Heteroptera). jin closely allied species, one may be a successful vector 
while another fails even though it may be able to pick up the virus. It is of interest 
to note that some viruses are rendered inactive if ingested or passed into the blood 
of non-vector insects and that even in the vector itself there is evidence that the 
virus may come into contact during feeding with some inactivating substance 


(c.g. a digestive enzyme), for it has been found that the insect can retain the virus 
longer when fasting than when allowed to feed. 

(Aphides are the most important vectors, both from the number of viruses 
they transmit and their prevalence. Some aphides can transmit several viruses, 



the peach aphis Myzus persicae more than twenty ; conversely, some virus diseases 
can be transmitted by more than one species of aphis, yellow dwarf of onions by 
more than fifty./ Leaf hoppers are responsible for the spread of several major 
diseases in overseas countries — curly top of sugar-beet, celery, aster, and peach 
yellows, rice dwarf,\naize streak, Fiji disease of sugar-cane. White-flics transmit 
cotton and tobacco leaf curl and 
cassava mosaic. The chief disease 
in the British Isles transmitted by 
insects other than greenflies is the 
spotted wilt of tomatoes and many 
other plants, of which the local 
vector is tjic Thysanopterous Tfirips 
tabaci. (The plant bug Piesma 
quadrata is the vector of sugar-beet 
crinkle in Europe.) 

The leaf-sucking insects feed by 
a long and delicate stylet apparatus 
or beak which not only serves to 
suck up the leaf juices but also 
to inject saliva through a second 
channel along the passage forced 
through’ the tissues ; this often 
reaches the phloem (Fig. 172). It 
is generally assumed that the infect¬ 
ive agent sucked up with the juice 
into the insect is eventually passed 
into the new host with the saliva,^ 
though difficulties in accepting this 
view have been pointed out. A so- 
called * incubation ’ or latent period F,c - 17a —Stylet of F.utettix tenellus showing the 

.1 1 . relation to the tissues of the beet petiole, during 

in the insect between the time ot feeding. in sugar-beet infection with curly top 

ingestion of the virus and its sue- virus ( * 180) (after Bennett, J. Agric. Res.) 
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cessful transmission to a new host is found in a group of virus diseases, especially 
those transmitted by leaf hoppers and thrips, but including a few that are 
aphis-borne. The latent period may be nine days or more in Eutettix tenellus, 
Macrosteles divisus (Cicadula sexnotata), and Macropsis trimacu/ata , the vectors, 
respectively, of sugar-beet curly top, aster yellows, and peach yellows. All the 
evidence available indicates that, at least in the group showing this latent period, 
the virus must pass from the intestine into the blood. Whether it multiplies in the 
insect is still in doubt. On the one hand there are experiments indicating that the 
aster yellows virus can multiply at least a hundredfold in the body of its vector, 
and it has also been thought that sugar-beet curly top virus increases in Eutettix , 
though, if there is an increase, it is not sufficient to maintain for long the amount 
originally picked up from the plant. On the other hand, the delayed ability to 
transmit these diseases may be explicable on a quantitative basis, the amount of 
virus that the insect can pass out into the plant increasing with time until a quantity 
sufficient to cause infection is reached ; the length of time the vectors remain 
infective has been shown to depend directly on the period during which they had 
previously fed on the diseased plant. 

In a second and much larger group of virus diseases, including most of those 
transmitted by aphides, the insect becomes infective immediately after feeding, 
and there is no evidence of multiplication of the virus in the vector. In such cases 
there is obviously a possibility that the insect serves as a merely mechanical instru¬ 
ment of transmission, similar to a needle. It has been found, however, that 
aphides that have had a preliminary period of fasting are more highly infective 
than those that arc allowed to feed, and can transmit infection to a series of plants, 
while those that have fed freely usually fail to infect more than a single plant. 
It seems evident that the virus has to be taken into the insect even in this group. 


No evidence has been obtained so far that any plant virus undergoes a necessary 
part of its development in the insect, as the malarial parasite docs in the mosquito. 

The power to transmit a virus is not equally possessed by all individuals o 
the vector species. The most interesting cases are those in which ability an 
inability to transmit are inherited characters following a simple Mendelian ru c, 
as in Cxcadulina mbila, the vector of maize streak. Uninfective C. mbila may 
be made infective by releasing the gut contents into the blood by puncturing 
intestinal wall after feeding on a diseased plant. A similar case is known in t e 
mosquito vector, Aedes aegypti , of the animal virus disease, equine cnccpna o- 
myclitis. In a few cases the virus cannot be taken up by adult insects but on y 
while they are still nymphs (the thrips vectors of spotted wilt), while the exact opp° 
site has been reported in the transmission of beet crinkle by Piesma quadra a. 
The virus of rice dwarf passes from the mother to her offspring in !\epiote ** 
apicalis , so that this leaf hopper can be a vector even when it has never fed on 


diseased plant. . 

Ability to act as a vector is clearly not a simple matter. So also the re,atl °. 
between the virus and its host plant arc complex. The production of local I J ecr0 n ' v 
lesions instead of systemic invasion is well known amongst the hosts of m 
viruses; both types may sometimes be found in different varieties of a s,n f m 
host, such as the potato. These local necroses preventing systemic sprea set 
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to be examples of hypersensitivity similar to that 
to which many plants owe immunity from rusts. 

Sometimes all attempts to inoculate by needle pricks 
fail, whereas the stylet of the vector succeeds ; this 
may be due to the slight injury caused to the cells 
by the latter as compared with a needle, for the 
needle has been successfully used to inoculate the 
vector of maize streak but not the plant. It is 
possible that the enzymes present in the vector’s 
saliva or in the plant cells of the host may play a 
significant part in the process of infection as they 
do in infection by parasitic fungi, but there is as 
yet little evidence of this. With some viruses only 
young leaves can be successfully infected by the 
insect (e.g. cassava mosaic), in others there is a 
gradient of susceptibility between leaves at different 
heights on the plant, as in tobacco mosaic. It seems 
evident that the behaviour of viruses as infective 
agents is governed largely by physiological factors, 
and that, as with fungi, successful infection is a 
delicate process dependent on conditions affecting 
host, vector, and parasite. 

^Transmission by grafting (Fig. 173) succeeds 
in all cases in which full organic union can be 
secured between a diseased and healthy susceptible, 
host. It is the only method known in a few cases,) 
the number of which is decreasing as their insect 
vectors arc discovered. 

Transmission through seed is known in bean, 
clover,cucumber, lettuce,and other mosaic diseases. 

It cannot occur where the virus is restricted to the 
phloem, as there is no vascular connection from 
mother plant to embryo. In all cases of seed trans¬ 
mission that have been adequately investigated, the 
virus has also been found in the pollen. External 
contamination of the seed may be responsible for infection of the cotyledons and 
other parts of the germinating seedling, and from the practical point of view may¬ 
be as important as true seed transmission. Of much greater practical importance, 
however, is the spread of infection by the use of diseased tubers, bulbs, roots, 
suckers, grafts, and the like in plants that are propagated vegctativcly. 

The movement of the virus within the plant may be restricted to the phloem 
as in sugar-beet curly top, or may be independent of the vascular tissues. Move¬ 
ment in the phloem may be very fast, the curly top virus having been found 15 cm. 
down a sugar-beet seedling leaf 6 minutes after the vector was placed on the leaf, 
and maize streak virus 40 cm. down, 2 hours after feeding commenced. Tobacco 
mosaic virus, on the other hand, shows little movement for 2 to 4 days in super- 


Fi«. 173.—Transmission by graft¬ 
ing. 1 Breaking ' in tulips (see 
also Fig. 409)- A, section 
through tulip plant, immedi¬ 
ately after flowering: 1, 2, 
flowering bulbs for next year; 
3, offset, which has pioduced 
a leaf; 4, dormant offset; 5, 
base of flowering shoot ; 6, 
bulb base which will disin¬ 
tegrate when the bulbs ripen. 
Ii, a plugged bulb and lateral 
showing a plug of tissue from 
an infected bulb ; the plugs arc 
covered with paraffin wax and 
finally with Canada balsam. C, 
two bulbs grafted together, 
kept together by tying with 
raffia (after Cavlev, Ann. Af>p. 
Biol.) 
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Fig. 174.—Movement of tobacco mosaic virus within 
the plant. Diagram to show the progress of the 
spread of mosaic (in black) through a medium 
young tomato plant ; based on tests of Dwarf 
Champion tomato plants about 15 in. high, growing 
in 6-in. pots, in an unheated green-house ; inocu¬ 
lated leaflet shaded (after Samuel, Ann. App. Dial.) 


ficial inoculations but then passes 
rapidly from the inoculated leaf 
towards the root and top of the 
plant; a distance of 7 inches was 
traversed in 1 hour in some tests 
on tomatoes (Fig. 174). In the 
rapid movement, lateral organs 
such as leaves and fruit trusses 
may be missed for a time. It is 
believed that the virus on inocula¬ 
tion moves slowly from cell to cell 
through the plasmodesms until it 
reaches the phloem, in which it 
travels fast. In cowpeas inocu¬ 
lated with tobacco necrosis virus 
it took 12 days for movement to 
become rapid and 48 hours later the 
distance traversed was doubled. 
In passing across a leaf from one 
epidermis to the other, tobacco 
mosaic virus travelled only 7 or 8/x 
an hour. The rapid rate of virus 
movement through the phloem is 
in harmony with what is known 
regarding the movement of solutes 
through this tissue. 


The incubation period of plant virus diseases, that is, the time elapsing between 
inoculaton and the first appearance of symptoms, is very variable but is some¬ 
times longer than that known in any fungal or bacterial disease. The shortest 
period that has been recorded appears to be 18 hours for the tobacco necrosis 
virus. At the other extreme is apple mosaic on certain hosts, since 20 to 27 months 
elapsed before symptoms appeared in inoculated roses 6 inches below the point 
of inoculation. The earliest symptoms of 4 yellows ’ in peaches infected by means 
of Macropsis trimaculata appeared in one set of recorded experiments in from 
14 to 268 (average 147) days, but when transmitted by budding the first symptoms 
may take 2 or 3 years to appear. In the 4 phony peach * disease the incubation 
period is about 18 months, and in 4 sandalwood spike’ 7 months under natura 
conditions and 4.J months in artificial inoculations. 

(Some viruses arc localised in particular parts of the pfhnt. The most striking 
example of this is the virus causing 4 phony ’ peach disease in the United States 
which is found only in the roots and is not transmissible by sap or any hno" n 
insect vector. It has been successfully transmitted only bv root-grafting ;/al¬ 
though a healthy scion grafted on a diseased stock will show symptoms, it 
not infect another tree if grafted or budded into it. 'Though some toxic prmop * 
is carried up from the roots, causing serious dwarfing and crop reduction, t ns 
cannot be the virus itself or it would be transmissible by above-ground gra *.-• 
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The tobacco necrosis virus is also present ordinarily only in the roots, though it 
sometimes becomes systemic and can be naturally or artificially inoculated into 
the leaves to produce local lesions. Several viruses occur mainly in the phloem, 
the sugar-beet curly top virus so much so that the other tissues seem to be actually 
toxic to it. A very few, of which the phony peach virus is the best example, are 
apparently restricted to the parenchyma, but the majority, including all the simple 
mosaics, are found both in phloem and parenchyma. The chief vector of maize 
streak, Cidcaulina mbila , can pick up the virus and remain infective for 9 weeks 
after feeding for only 15 seconds, much too short a time for the stylets to have 
reached the phloem where the insect normally feeds. Several viruses travel so 
slowly to distant parts of the plant that it may be a considerable time before all 
parts are reached. In sugar-cane mosaic healthy tillers can be found at the base 
of diseased plants, and in potato leaf roll the harvesting of the tubers intended 
for seed while still immature has been advocated as a means of reducing loss from 
this disease. 


Influence of the Environment on Viruses and Virus Diseases 

As in diseases caused by fungi or bacteria, temperature and other weather 
conditions may influence the incubation period, course, and effect of virus diseases. 
The viruses themselves arc often more resistant to heat than are fungi, an extreme 
case being that of tobacco necrosis which has a thermal death point (10 minutes) 
at 90° to 92 0 C. but can withstand dry heat at 100 C. for 15 minutes. This 
virus is also very resistant to chemicals and retains virulence after 6 months in 
absolute alcohol, while the beet curly top virus resists 1 in 50 mercuric chloride, 
1 in 25 carbolic acid, and 1 in 200 copper sulphate. Another resistant virus 
is that of ordinary tobacco mosaic which will stand 10 minutes at 93 C. though 
only 1 minute at 96° ; it can also endure long exposure to mercuric chloride at 
germicidal concentrations. In the cured leaf this virus required 10 hours at 
ioo° C. dry heat for complete inactivation. Potato virus ' Y ’ is inactivated by 10 
minutes at 52 0 C. and by 75 per cent, alcohol, while tomato spotted wilt virus 
is even less resistant to heat. Ultra-violet light destroys viruses more slowly than 
bacteria or even bacterial spores. 

In early experiments the incubation period of tobacco mosaic was shortest 
at 28° to 30° C., the development of symptoms being slowed down by lower 
temperatures proportionately to the growth of the plant ; little or no symptoms 
appear at temperatures that check growth or if the plants are kept at high tempera¬ 
tures such as 36° or 37 0 for a fortnight. The incubation period for this disease 
was found in New Jersey to be 4 or 5 days in June and July as compared with 6 
or 7 in December and January. Even severely infected mosaic tomato plants 
were noted as early as 1917 to have the symptoms completely masked at an average 
air temperature of 85° F. Similarly it was reported from Canada in 1921 that 
the symptoms and loss of potatoes affected by mosaic or leaf roll might be sup¬ 
pressed in the dry warm summer climate of the western areas, and this climatic 
effect has since been fully confirmed, e.g. in Kansas where mosaic, though com¬ 
pletely masked, may seriously reduce the yield Light, soil temperature, 
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and soil moisture have little effect on the foliage symptoms of potato virus diseases, 
but an air temperature of 25 C. is sufficient to mask most of them ; yellow dwarf 
differs from the others tested in the United States in being very severe at 25 0 but 
masked at 15°. The yellow edge disease of strawberries (p. 786) is difficult to 
diagnose at certain seasons, the symptoms being most evident in the south of 
England in late autumn, though severe cases can be recognised from June onwards; 
the temperature does not usually rise sufficiently for clear symptoms to appear 
before June, but even then the soil may be too dry to allow them to develop, since 
there seems to be a close correlation between symptom expression and soil moisture. 
In the control of this disease by roguing it is necessary to take into account the 
weather during the previous week or two and select periods likely to allow symp¬ 
toms to be clearly seen. 

The effect on virus diseases of the nutrition of the host has not been as ex¬ 
tensively investigated as in other types of disease. The information available, 
however, suggests that a balanced nutrition is as important in reducing the losses 
they cause as in those due to fungi or bacteria. Susceptibility to yellow tobacco 
mosaic can be influenced by the level of supply of nitrogen, phosphorus, or potash, 
the phosphorus effect being related to the rate of growth of the host. With nitro¬ 
gen or potash, however, some other factor seems to be concerned (,2> ,3> . The 
influence of nutrition on the concentration of the virus in the tissues is shown by 
the fact that high nitrogen feeding can increase the concentration of tobacco mosaic 
in the cells to about five times that in normally fed plants, while 8 days after 
inoculation the juice from plants receiving high doses of nitrogen may contain 
twelve times more virus than that from low nitrogen cultures. 

The ecological relationships of the insect vectors are even more important 
in the incidence of virus diseases than the effects of climate on the diseases them¬ 
selves. They have been most fully studied in the aphis vectors of potato virus 
diseases and the leaf hopper that transmits sugar-beet curly top. In North Wales 
cool, damp windy areas occur near the coast in which potatoes have been grown 
for long periods without degeneration. The initial infection of the crop each year 
has been traced to the migration to- it in early summer of winged Myzus persicae, 
the principal vector of the diseases causing degeneration, chiefly leaf roll in the 
area in question. These aphides over-winter in the wingless form on winter crops 
of savoy cabbage, kale, and other brassicas which, as already mentioned, may be 
symptomlcss carriers of leaf roll. A certain number of the winged aphides 
migrating from brassicas to potato fields may contain the virus, and each serves 
as a focus of infection, while others settle on potatoes infected by way of the tuber* 
from the previous crop and so pick up the virus. Migration of the winged form 
occurs almost exclusively when the temperature reaches 65 to 70^ F., when t e 
relative humidity is below 70 to 80 per cent., and the wind velocity is less than 
3 or 4 miles an hour. Under these conditions the insects will readily find their 
way to potatoes from brassicas at least a quarter of a mile away and then mo' 
actively in the potato crop from plant to plant and field to field ; the plant-to 
plant spread within a field, however, is mainly effected later by the crawling 
wingless form. In North Wales this period of active spread of leaf roll is usua 
between late June and the end of August. Where degeneration is rapid, t 1 
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infestation may reach 500 to 1,000 aphides per 100 potato leaves, whereas in the 
good seed areas not more than 20 may be found. Counts over a number of years 
have shown that infestation varies greatly from year to year, and there is evidence 
that the percentage of virus infection in the potatoes may be correlated with the 
intensity of infestation by Mysus persicae in preceding years. The time of the 
flight of the aphides is also important, for a small amount of infestation brought 
in early in the season might be spread considerably by wingless forms, whereas 
later there is less time for this to happen before harvest. Almost the same degrees 
of temperature, humidity, and wind govern the migration of winged forms of the 
strawberry aphis, Capitophorus fragariae, that transmits yellow edge and crinkle 
of strawberries in south-eastern England. This aphis is able to find and colonise 
even isolated strawberry plants at least 400 yards away. Its winged generation 
is active for short periods in May and June, when extensive spread of the viruses 
takes place. 

Similarly with sugar-beet curly top in the western United States the virus, 
which has a host range (up to 1939) of 75 species of plants in 48 genera of 18 
families, is brought into the crop by the spring generation of the leaf hopper 
vector which migrates from the weeds and bushes of the arid uncultivated plains 
and foothills as they dry up. Both the magnitude of the migration and the per¬ 
centage of individuals that harbour the virus vary greatly from year to year. 
In one area it has been found that when November rain allowed early vegetation 
in the dry zone, the spring migrants had from 16 to 42 per cent, of infection, 
whereas in seasons of late rains (December or January) only 2 to 6 per cent, carried 
the virus. In southern Idaho the percentage of infected spring-brood Eutcttix 
was found to vary from 4 to 67 in different years ; sometimes the virus over¬ 
winters in living leaf hoppers, sometimes in susceptible desert vegetation ( Sophia , 
Salsola, and the like), sometimes in the cultivated districts. In eleven years there 
were six of relatively late leaf-hopper movement (from the 4th June) and high 
yields, whereas in the five years when migration was on or before the 24th May 
the yields were low because of early infection of the crop ; by harvest time prac¬ 
tically all the leaf hoppers on beet contain the virus. 

It is scarcely necessary to mention that the area of distribution of the vector 
may determine the distribution of a virus disease. This is well illustrated by 
peach yellows which coincides roughly in the United States with its vector, the 
plum leaf hopper Macropsis trimaculata. 


Virus Strains : Variants 

A character possessed by viruses which brings them closer to the organic 
than to the inorganic world is the occurrence within a single virus of strains 
differing from one another in physical characters, the symptoms they cause, 
and virulence. Strain differences have been most fully studied in the potato 
mosaic virus ‘ X ’ and that of ordinary tobacco mosaic but they are marked in 
cucumber, sugar-cane, and many other viruses. 

Experiments at Cambridge reported in 1933 showed the inoculation into 
tobacco of potato virus 4 X ’ did not always result in the same symptoms. When 
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the virus was taken from the green and the yellow areas and from necrotic rings 
respectively, on the leaf, three strains could be differentiated. About the same 
time the discovery was made in the United States that the yellow form of tobacco 
mosaic, previously thought to be due to a distinct virus (tobacco virus ‘ 6 ’ of 
J. Johnson), sometimes arises spontaneously in plants inoculated with the ordinary 
form and that ordinary tobacco mosaic contains many strains. Three of these 
strains cause the well-known mild, aucuba, and distorting mosaics of the tomato in 
England. 

1 he term ‘ mutant ’ has been applied to strains appearing spontaneously or 
produced by heat, irradiation, and the like, but since there is doubt whether the 
viruses are organisms it is better to adopt the term ‘ variant ’ used by some authors. 
1 he variants recognised by virus workers agree with mutants in being permanent 
departures from the parent type, though, like mutants, they can throw further 
variants or possibly revert to the parent type. Some of the variants of tobacco 
mosaic differ remarkably in the symptoms they cause (ring and necrotic spots, 
filiform leaves, and in their virulence, rate of movement in the plant, and other 
properties. The same is true for potato virus 4 X ’ ; its variants may appear 
spontaneously or be induced by passage through other hosts, sometimes being 
so weak as almost to become latent and without symptoms. The 4 X ’ variants 
studied in England tended towards reduced virulence, but some of those found 
in Germany caused much more severe symptoms when inoculated into tobacco 
than the parent form. 

By exposure to X- and gamma-rays, variants of the purified tobacco mosaic 
virus have been produced with distinct chemical and biological properties. The 
former seem to be due to changes in the nucleic acid part of the virus molecule, 
not greatly affecting the molecular weight but causing different solubility and 
hydration relationships, and in some cases an increased tendency to polymerisation. 

1 he biological changes are marked not only by differences in symptoms in tobacco 
but by a delayed incubation period and sometimes an increase in the number of 
local lesions produced by a given quantity on leaves of Datura stramonium or 
fotcotiatia glutmosa ; this last may be due to an accretion of virulence (fewer 
molecules being required to produce a lesion) or to multiplication of the virus 
particles, or to disaggregation of the purified rod-shaped paracrystals into the 
smaller units of which they are composed. Unfortunately no way of proving that 
a single lesion is caused by a single particle of virus has been found, as can be 
done with single bacteria or fungal spores, and formal proof that all these types 
of variant arc due to processes akin to mutation or saltation, and not merely to 
the separation of two or more unit particles, is lacking though the presumptive 
evidence for it is strong. 


Resistance and Susceptibility 

The cultivation of resistant varieties of crop plants has not proved as yet to 
be such a potent weapon in the fight against virus diseases, with certain notable 
exceptions, as it has in combating diseases due to fungi. Natural resistance 
against potato leaf roll and tobacco mosaic is rare, and without field evidence of 
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its occurrence in these old-standing diseases the search for resistance was long 
delayed. 

In their efforts to control the destructive sugar-cane virus disease ‘ sereh * in 
Java, the often-told story of which is one of the brightest chapters in phytopatho- 
logical history, Dutch workers had a certain measure of early success in crosses 
between thick or ‘ noble ’ varieties of Saccharum officinarum and the thin Indian 
variety Chunnee of the species S. barberi. Some of these proved tolerant also 
of mosaic, yielding almost as heavily when infected as when healthy, and their 
use, especially the P.O.J. variety ‘ 213 ’ introduced into cultivation there in 1917, 
saved the cane-growing industry in Tucuman, Argentine, from imminent extinc¬ 
tion. In high temperatures, however, these varieties tend to lose their tolerance. 
Later crosses of S. officinarum with Kassoer, a presumed hybrid between it and the 
mosaic-immune wild species S. spontancum , yielded forms such as the P.O.J. ‘ 2,700 ’ 
and ‘ 2,800 ’ series which proved highly resistant to mosaic and in some cases to 
sereh. These rapidly spread throughout the tropics. In other countries also 
varieties resistant to mosaic were bred ; in the West Indies crosses between the 
resistant Java canes and the rich susceptible canes bred in Barbados have proved 
that resistance amounting to field immunity occurs when only one-eighth or one- 
sixteenth of the ‘ wild blood ’ of .S', spontaneum is present, and in Java itself the 
replacement of the older varieties by P.O.J. ‘ 2,878 * reduced sereh and mosaic to 
practical insignificance before 1928. For a time other countries fought mosaic 
by growing the naturally resistant Uba and other S. sinense varieties, but by 1931 
most of the world's supply of cane sugar was derived from varieties containing 
the Kassoer wild ‘ blood ’. Several of the best of these varieties are also practically 
immune from a third virus disease, streak, in Natal, though curiously enough not 
in Egypt, while in Queensland their high susceptibility to Fiji disease and downy 
mildew ( Sclerospora sacchari) has caused them to be barred where these diseases 
arc prevalent. 

The sugar-cane mosaic virus does not rapidly nor easily become systemic ; 
varieties may resist it or tolerate it and even recover so completely that it becomes 
impossible to transmit the disease to healthy canes. In Louisiana the varieties 
tested have been grouped into those that readily take and retain mosaic infection, 
those that take it with difficulty but retain it, and those that take it with difficulty 
and readily throw it off. A further complication is introduced by the occurrence 
of strains of the virus, some of which infect varieties that resist others. Thus, a 
virulent yellow strain, first seen in 1933, caused heavy losses in practically all the 
commercially important varieties of cane then cultivated in Louisiana, including 
those that had previously withstood the disease. Furthermore, some of the im¬ 
proved varieties tested in Louisiana have shown so great a susceptibility to fungal 
diseases that they have had to be discarded. These difficulties have led to the 
establishment in recent years of an elaborate system of testing varieties before 
release for cultivation, and illustrate in striking fashion how complicated crop 
breeding for disease resistance can be. 

In the breeding of potatoes for virus resistance a notable advance has recently 
been made at the research station of the Scottish Society for Research in Plant 
Breeding at Corstorphine. It was found that certain varieties which react to 
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infection by the ubiquitous 4 X ’ virus by a lethal necrosis of the green shoots are 
ordinarily free from the disease in*The field, presumably because infected plants 
are killed off. The same happens with the ‘ A * virus. King Edward and Epicure 
crops are thus freed from both these viruses, other varieties reacting in the same 
way to one or the other or to the less important ‘ B * and 4 C ’ viruses. The breeding 
programme was adjusted to combine lethal reaction to all these in one variety, and 
already Craigs Defiance, which is intolerant of 4 A \ 4 B 4 C \ and 1 X has 
been produced. The analogy between this and the use of the hypersensitive 
reaction in breeding against cereal rusts is clear. True resistance to the ‘ X ’ 
virus has been obtained in the United States in a seedling 4 S 41,956 while another 
seedling variety Katahdin (‘ S 42,667 *) shows field resistance to 4 A * and to some 
extent to ‘ Y ’ but is susceptible to ‘ X ’. Attempts are now in progress to combine 
resistance to ‘ X ’ and ' A *, the two viruses important as constituents of mild 
mosaic in America. 


Resistance to tobacco mosaic may be the result of hypersensitivity marked 
by the production of localised necrotic lesions as in the species Nicotianaglutinosa, 
or the virus may become systemic but causes few symptoms and little damage, 
as in certain Colombian varieties of N. tabacum of which Ambalema is the best 
known. Both these types have been used in breeding mosaic-resistant commercial 
tobaccos. The factor causing the local-lesion reaction has been transferred to 
A\ tabacum type plants both in the United States and in Russia, but the most 
recent American report docs not speak well of them <3> . Crosses of Ambalema 
with good commercial types have been under test in the United States since about 
1936 and are giving excellent promise as regards immunity, growth type, and 
quality. In Rhodesia, while Ambalema showed no trace of mosaic on inoculation, 
the progeny of some of its crosses with good susceptible varieties were extensively 
infected, though they outgrew the disease to a considerable extent. 

The strawberry yellow-edge disease which is responsible for much of the 
deterioration of the British crop that has been marked in recent years, causes 
little obvious signs of infection in certain varieties, largely of Continental origin ; 
most of these, however, are carriers of the virus. Of the two parents of the cul¬ 
tivated strawberry, Fragaria virginiana and F. chiloensis, the former is highly 
susceptible and shows the symptoms readily and continuously, while the latter 
is highly tolerant and usually behaves as a symptomlcss carrier ; the commercial 
hybrids probably react largely according to the degree to which these two parents 
are represented. The woodland strawberry /*'. vesca resembles F. virginiana 
in its reaction and serves as a useful indicator plant for revealing masked infection. 
Breeding against yellow edge and the crinkle-virus disease which usually accom¬ 
panies it cannot with safety, on present knowledge, be directed to the production 


of carrier varieties, for it has been reported that they may suffer progressive 
deterioration (the crop being vegetatively propagated) and eventually ‘ run out 
like such fully susceptible varieties as Royal Sovereign. For the time being, there¬ 
fore, control is being attempted by the development of virus-free clonal stocks o 
these fully susceptible varieties and their maintenance under nursery conditions by 
roguing and the control of the aphis vector, Capitiphorus (Pentatnchopu 
In the United States the production of virus-resistant crops has 
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stage of commercial development in curly top resistant sugar-beet as a result of 
prolonged work by the Federal authorities. Irt 1937 the resistant U.S. 4 12 ’ variety 
gave 12 6 tons per acre in test plots in Idaho against 0 64 ton for susceptible 
varieties, and this variety showed high resistance also in California in three-years’ 
tests reported in 1938. Resistance to the same virus and to common bean mosaic 
has been developed in selections of the small red Mexican variety of Phaseolus 
vulgaris in Idaho so as to give field immunity from these diseases. In New Zealand 
a number of varieties of garden and field peas have shown high resistance to the 
common pea mosaic virus and their improvement is in progress. 

Though the examples cited indicate that breeding for virus resistance is as 
yet in its infancy and shows more promise than achievement except in sugar-cane, 
one of the most striking instances of control of a plant disease in the course of a 
very few years by the selection of resistant strains is afforded by the leaf-curl 
virus disease of cotton in the Sudan. Leaf curl was first seen in the (iezira in 
1923, and within ten years was present in every field in the 200,000 acres of irrigated 
cotton in this area, often causing 100 per cent, infection and at times almost com¬ 
plete loss of crop. Individual plants of the Sakel variety of Gossypimn barbadense, 
chiefly grown in the Gezira, showed marked resistance to leaf curl; two selections 
from these, X ‘ 1,530 ' and X 4 1,730 '.which had only 3 and 2 per cent, of leaf curl 
respectively, in a test in which the main crop showed 915 per cent., proved suitable 
for cultivation and most of the area was sown with them, especially the latter, 
within a few years. By 1938 leaf curl had been reduced to negligible proportions, 
though late attacks were still seen. Strains of the virus seem to exist, and there 
has been some recrudescence of severe infection possibly due to this cause in the 
last couple of years ; there are now. however, no grounds for the fears expressed 
when the epidemic was at its height, that leaf curl would render uneconomic the 
cultivation of the valuable G. barbadense cottons in this important area. 

The gcnctical bases of reaction to virus diseases have been determined in some 
plants. Separate dominant genes seem to be responsible for the lethal necrotic 
reaction to potato viruses ‘ A 4 B ‘ C and 4 X ’ mentioned above ; the resist¬ 
ance to 4 X ’ of the U.S. Seedling 4 41,956 ’ has been determined to be due to two 
necessary cumulative dominant factors. The resistance to tobacco mosaic of 
Colombian varieties of Nicotiana tabacum , including Ambalema, is due to two 
necessary recessive genes, and the local necrotic reaction of A’, glutinosa , chillis, 
and Brouallia spcciosa to this virus depends on a dominant gene ; modifying 
factors have been found to influence the results in most of the crosses studied. 
Resistance to lucerne mosaic in some of the varieties of Phaseolus vulgaris has 
been found to be due to duplicate dominant genes. 

As mentioned in an earlier chapter, a method of inducing immunity in virus- 
susceptible plants was reported from Java in 1931 ; tobacco infected with the 
common green mosaic virus could not then become infected by the whitish-yellow 
strain, and vice versa. Independent investigations at Cambridge reported in 1933 
showed that the same result followed the inoculation of tobacco with a green and a 
yellow strain of potato virus 4 X ’. Subsequent work has fully confirmed the 
existence of this kind of induced immunity and has also shown that plants which 
have recovered from virus attack may remain outwardly immune from reinfection 
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with the same virus. 4 Recovered " plants, however, may continue to harbour the 
virus in a latent or 4 diluted * state though it is still fully active when tested on 
susceptible plants ; the power to resist reinfection may sometimes be capable of 
transmission from plant to plant by grafting, and it has been suggested that this 
is an example of passive immunisation. There is some evidence that the degree 
°f protection given by one virus strain against a second related one is quantitatively 
proportional to the amount of the first virus present in the tissues, and it is suggested 
that in some way there is an intense competition within the plant between related 
viruses since it is only with these that acquired immunity is found. Sometimes 
the presence of a virus does not prevent the invasion of the tissues by a second 
related one but only masks or modifies its symptoms, so that there appears to 
exist a form of dominance of one strain over another ; this may be complete or 
partial or may be temporary, being replaced after a time by mixed patterns of the 
two types of symptom. When the two strains are inoculated simultaneously, 
one may become dominant or the two may act in equilibrium, and a mixed pattern 
result ; complete dominance is sometimes shown at the tip of tobacco plants 
inoculated with a mixture of two strains of ordinary tobacco mosaic, while lower 
down the symptoms of both are apparent on the same leaf. Recent work does not 
support the analogies that were earlier drawn between the immunity acquired 
by 4 vaccinating ’ plants with weak virus strains and that conferred by vaccination 
against human and animal diseases ; there is no evidence of antibody formation 
in the plant, and the observed facts point rather to a pre-emption by one strain 
°f the sites of multiplication of the second. When the two viruses are not related, 
one does not prevent the multiplication of the second. 

Nevertheless, viruses produce serological reactions when inoculated into animals 
and can induce the formation of antibodies in the animals serum. These anti¬ 
bodies, like those resulting from the presence of animal pathogens, neutralise 
the virus which caused their production and also give the precipitin reaction by 
causing a precipitate to form with sap from infected but not from healthy plants. 

I he reaction is ordinarily specific and given only with related viruses, e.g. those 
which have the power of inducing immunity against one another ; a few exceptions, 
however, have been reported, as in potato viruses 4 A ’ and 4 Y ’ which arc sero¬ 
logically related but do not confer immunity against each other, and differ in other 
ways. Mere failure to immunise is by itself an unsafe criterion of specific differ¬ 
ence, since it is well known that strains exist of human and animal viruses (such 
as influenza and foot-and-mouth disease) which, while causing identical symptoms, 
afford no immunity against one another. It has been found possible to separate 
allied strains of a given virus serologically, as they can produce specific strain 
antibodies in addition to those common to all strains of the virus. The serological 
reaction sometimes affords a useful method for field identification of virus diseases. 

Another property which plant viruses share with many animal pathogens is 
that of becoming attenuated in virulence by passage through appropriate hosts. 
The sugar-beet curly top virus has been attenuated by passage through the 
nettle-leaved goosefoot ( Chenopodium mura/e) and remained stable even after 
several generations in older sugar-beet leaves, but regained virulence in the 
chickweed ( Stellaria ttiedia) and sometimes in sugar-beet cotyledons or earl} 
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leaves. Attenuation of potato virus ‘ Y* has been observed in Schizanthus 
retusus , and also as a result of long cultivation in tobacco. 


Morbid Anatomy and Histology of Virus Diseases 

There is often no apparent change in the tissues and cells of virus-infected 
plants. A good many viruses, however, produce necroses in various organs, some 
produce distortion or abnormal development of organs, with or without hypcrplasy 
or hypoplasy, while intracellular disturbances are not uncommonly marked by 
inhibition of plastid formation or the presence of abnormal cell inclusions. 

In many of the true mosaic diseases there is some hypoplasy in the tissues of 
the lighter green or yellow areas of the leaves, the palisade cells becoming short 
and almost isodiametric or even, in early infections, remaining undifferentiated 
from the rest of the mesophyll, and all the cells and intercellular spaces being 
smaller than usual so that the thickness of the leaf is reduced. In cotton leaf curl 
large intercellular spaces are found in the rectangular palisade tissue. 

The necrosis of the leaf blade produced by viruses which cause local lesions 
has been studied at Rothamsted in A icotiano g/utiuosa inoculated by the strain 
of tobacco mosaic responsible for aucuba mosaic of the tomato in England. It 
begins by the formation of a dark-staining band between the cells of the epidermis 
and spongy parenchyma or occasionally between those of the palisade tissue, and 
extends through the leaf all around the inoculated spot. Nuclear, but not cell, 
divisions occur in the area enclosed by the band, the cells die and dry out, and the 
dark-staining material, which is very insoluble and chemically refractory, appears 
to prevent the virus from passing to cells outside the lesion. 

Three types of internal necrosis of stems have been distinguished in certain 
virus diseases of the potato. In the ‘ acronecrosis ’ or killing of the top of the plant 
which may be caused (amongst others) by potato viruses ' A ’, ‘ B ’, ' C or 
' X ’, necroses develop especially towards the top of the stem, starting usually in 
the internal phloem and spreading to the adjacent parenchyma. A phellogen 
occasionally arises later in the parenchyma and tends to isolate the necrotic area 
by a ring of cork. The necrotic process begins by a thickening and separation of 
the cell walls of the primary phloem elements, the intercellular spaces thus formed 
becoming filled with a yellowish-brown gum-like substance. Similar changes 
occur in the phloem parenchyma and often cause collapse by pressure of the 
sieve-tubes and companion cells. The necrosis spreads to the xylem parenchyma 
and may even involve the vessels. Sometimes the outer phloem shows similar 
necrotic changes. The petioles are also involved, so that individual leaves arc 
killed. In the tubers, necrotic patches may form like those in the stem, except 
that the cells of the storage parenchyma near the phloem are more extensively 
suberised and the necrotic areas always become eventually isolated by cork. 

In the second type, the ' acropetal ’ necrosis caused by potato virus ‘ Y ’, 
the collenchyma in leaf veins, petioles, and stems is mainly affected, the vascular 
tissues remaining normal. Spread occurs vertically, causing streaking of the green 
parts, and also along the collenchyma around the stem. The cell walls become 
suberised and the cell contents disappear or arc replaced by gummy matter. 
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The third type is characteristic of potato leaf roll, and is restricted to the 
phloem (Fig. 175). The walls of many of the primary internal and external 
phloem groups are thickened and lignified and small spaces appear between them, 
filled with a brown deposit. Eventually the phloem throughout the plant is 
affected, though the underground parts may be reached late; a visible ‘net necrosis’ 
due to browning of the phloem strands of the tubers occurs in some varieties. 
In severe cases pressure may destroy the elements of the primary phloem. The 
first cells to show lignification are usually those near the fibres, though occasionally 
it starts at the centre of a phloem group. 

Among other virus diseases affecting chiefly the phloem, ‘ curly top ’ of sugar- 
beet in the United States, Fiji disease of sugar-cane, and ‘ bunchy top ’ of bananas 
in the East, show marked tissue abnormalities. In curly top, degeneration 
begins by hypertrophy, followed by death of some of the phloem parenchyma 
cells nearest the sieve-tubes (Fig. 176). Cells further out then divide, and a thick- 
walled hyperplastic mass of incipient sieve-tubes without sieve-plates, but some¬ 
times with companion cells, results. New phloem elements are still formed by 
the cambium but they consist mostly of imperfect sieve-tubes with companion 
cells and parenchyma. This parenchyma, with the pericycle, enlarges and divides 



A B 

F10. 175.—Phloem necrosis in potato leaf roll. Infection of potato variety King Edward ''•*** 
leaf-roll virus. A, in the centre is a necrotic phloem group ; the cells arc crushed and • 
torted so as to be individually indistinguishable; the whole group is shrunken and the cc 
immediately around it are enlarged and distorted so that they appear to radiate from it ; 
the lower right-hand corner of the figure is part of a normal phloem group. B, 
the irregular development of the secondary xylem and phloem, from the wavy band of ca^‘ 
bium ; most of the external primary phloem groups arc necrotic and consequently 
stained. ( A , ><450 ; B. x 140. From hand sections of stems stained with phloroplucin 
(after Sheffield, Ann. App. Biol.) 
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into a callus-like tissue which may push 
up into small warts on the under surface 
of the veins, while the sieve-tubes and 
companion cells die and collapse. In 
the roots of infected beets the chromatin 
first increases, then breaks down with 
the cytoplasm. Other cells show a great 
increase in calcium oxalate and leuco- 
plasts. 

The changes in the phloem in 
bunchy top begin in the same way, but 
the hypertrophy and hyperplasia extend 
to the pericyclic fibres and ground 
parenchyma, which are largely trans¬ 
formed into a small-celled tissue rich in 
chlorophyll and visible as characteristic 
dark-green stripes bounding the veins. 

In Fiji disease the galls always show 
on the under side of the leaf, but whether 
they originate in the phloem or are a 
product of more generalised meriste- 
matic activity is uncertain. The prin¬ 
cipal feature is still a hyperplastic phloem 
with callus-like proliferating paren¬ 
chyma ; this gives rise to sieve-tubes 
and tracheids. 

The vein-thickening which precedes 
and accompanies the development of 
enations in leaf curl of cotton and 
tobacco results from an increase of the 
primary phloem and hyperplasia of the 
pericycle in which bundles with central 
xylem form. 

In the witches’ broom of potatoes 
in North America, elongation of the 



F10. 176.—Phloem nccroNis. curly lop of 
sugar-beet. Ontogeny of iht* phloem in the 
leaves. Top, diseased phloem showing 
necrotic cells n, near the centre, and hyper¬ 
plastic tissue surrounding the necrotic- 
area; note sieve*-tubes and companion 
cells below. If, diseased phloem in later 
stages of degeneration showing secondary 
necrosis and proliferation of parenchyma 
till, near the collapsed walls; //, necrotic 
cells; />/>, phloem parenchyma ( x 34H) 

(after Bennett, J. Igr/V . Res.) 


shoots is due in part to unusually long intcrnodcs, while in potato ‘ spindle tuber ’ 
the tubers are lengthened by elongation of their cells, and both in tubers and 
shoots the ratio of length to breadth of the cells is increased. 


The small galls sometimes found in stripe disease of narcissus and daffodils 


arc due to hyperplasia of the epidermal and palisade cells or sometimes merely 
to their hypertrophy. 

Enations develop usually, but not always, near the veins and surround a chlorotic 
area on the under surface of the leaf. They arise by a proliferation of the lower 
three or four cell layers, emerging as paired green leafy ridges or shallow cup-like 


protrusions. All the cells may undergo hypcrplasy, until growth ceases. The 
fully formed enation in tobacco mosaic has two epidermal, a palisade, and four 
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spongy mesophyll layers, the palisade being on the inner side in paired or cup¬ 
shaped outgrowths and being often continued across the bottom of the cup, while 
the outer side of the enation resembles the under surface of the leaf. On tomato 
the cnations are similar but in a type associated with ‘ fern leaf ’ in Italy, warts com¬ 
posed of two or three layers of hypertrophied epidermal cells and ridges due to 
proliferation of the mesophyll covered by a hypertrophied epidermis have been 
reported. No marked deviations from the tobacco type seem to have been recorded 
in the cnations of cotton and tobacco leaf curl and pea mosaic. 

In the ‘ big bud ’ disease of tomatoes the vascular system of all the above¬ 
ground parts is stimulated. Interfascicular vascular tissue develops precociously 
in the stems ; the flower stalk and the elongated segment between the calyx and 
the corolla become polystclic ; and the phloem in the stem and inflorescence is 
much increased, the sieve-tubes being filled with a yellowish deposit. In the 
fruits the bundles are woody from intensification of lignification ; annular and 
spiral vessels are replaced by pitted ones. The leaf mesophyll loses differentiation 
and contains only a few small spaces ; in the petals, however, a palisade layer may 
form. The profuse development of adventitious root initials may be accompanied 
by longitudinal stem fissures exposing the inner tissues. The stem and petiole 
thickening, which may cause a remarkably bloated appearance, is due mainly to 
abnormal development, by hyperplasia of pith cells close to the internal phloem, 
of a compact tissue of small cells with a few sieve-tubes and isolated tracheids. 
The phyllody of the floral axis is extreme, even the ovary being sometimes replaced 
by small normal leaves, through the centre of which the axis may be carried by a 
process of median floral proliferation and terminate in a small shoot or a group 
of phylloid flower buds. The short, dichotomously branched apical shoot when 
thus formed may bear minute, hyaline papillae, thought to represent ovules. 
Beans infected by the virus show similar floral abnormalities (,0) . 

The pallor or yellowing of green tissues found in so many virus diseases is 
due to inhibition of plastid formation and, though this seems to be less common, 
destruction of existing chloroplasts. The chlorophyll content is reduced from 
43 to 87 per cent, of the normal by different strains of tobacco mosaic virus, t e 
yellow pigments carotene and xanthophyll being also proportionately reduce , 
in the yellow strains chlorophyllase is increased. That there is no obligate re ation 
between chloroplast and virus is evident from the fact that viruses have cen 


propagated for long periods in isolated root-tip cultures. 

The most notable effect of some viruses upon the cell contents is the form *^ 
of the so-called ‘ X-bodies ’ or cell inclusions, which for a time were thoug > 
many to be visible stages of the virus. The inclusion bodies are of two 
amorphous and crystalline ; they occur most often in the epidermis and lea 31 
but are also found in the ground parenchyma and the phloem. '1 he amorp ^ 
X-bodies are often amoeboid, vacuolate, with mitochondria and oil drops, a 
give the usual protein reactions. They are formed from aggregations o $ 
particles in the streaming cytoplasm of the cell. The crystalline bodies or stn 
material * may occur in the same cells or independently. They are platc-s iap^ 
fragile, colourless, and give protein reactions ; the slightest pressure causes ^ 
to break down into needle-like fibres. They may represent condensations o 




Fig. 177.—Intracellular inclusions in the tobacco (Nicotiana tabacum). A, in the upper cell most 
of the protein material is contained in one irregular large mass ; a fully formed body lies apposed 
to nucleus and wall in the lower cell. B, the cell contains a granular, vacuolate inclusion 
body, a spike-like crystal, and the nucleus. C, a small glandular hair ; inclusion bodies which 
were formed in the stalk cells have crystallised. D, Solatium nodiflorum. Basal cell from hair 
of normal healthy plant; the nucleus is suspended in the centre of the cell by a few delicate 
cytoplasmic strands ( x 300). E, Nicotiana tabacum. Hair cell a few days after infection with 
tobacco mosaic virus. The cytoplasm is much more conspicuous than in the normal cell 
and appears to have increased in bulk ( x 350). F. Nicotiana tabacum. Inclusion body produced 
in cell of trichomc as a result of infection with Hyoscyamus III virus ( x 300). G, Solatium 
nodiflorum. Inclusion body produced in cell of trichome on infection with aucuba mosaic 
virus ( x 300). All photomicrographs were taken from unstained living cells. A, B, C, 
show infection with aucuba mosaic virus of tomato (after Sheffield, Ann. App. Biol.) 






CH. VIII 


VIRUS DISEASES OF PLANTS 


289 


virus protein, while the X-bodics are more probably reactions of the cell cytoplasm. 
Small plate-likc inclusions have also been found in the nuclei of solanaccous 
plants infected with the ' severe etch tobacco * virus ; these are more stable than the 
cytoplasmic inclusions u ". Isometric deeply staining crystals, 0 3 to 4 /< in dia¬ 
meter, occur in the nuclei as well as the cytoplasm of broad beans infected with 
certain pea and bean viruses and are said closely to resemble those of severe 
etch ,s> (Figs. 177, 178). 


Losses c.usei> my Vims Diseases 

Though the damage caused by potato ‘ curl ’ was widch recognised a hundred 
and fifty years ago, many virus diseases are so insidious in their onset that the 
injury they do may not be appreciated or, more often, is attributed to other causes. 
There are, however, some virus diseases that are invariably fatal: ' peach yellows ' 
always kills the affected trees; a * spiked ’ sandalwood tree dies some fifteen months 
to two years after the first symptoms are seen; ' rosetted ’ peaches nearly always 
die the following autumn or winter; while the potato varieties that react by ' top 
necrosis ’ to certain viruses are usually killed off before they produce tubers. Several 
viruses cause complete loss of crop without killing the plant, as in * groundnut 
rosette * and bunchy top of bananas. From these obvious extremes of damage, 
however, to the large group of viruses that cause only mild sy mptoms or even, 
in carrier varieties, none at all. every gradation can be found in the severity of the 
resulting injury. 

The annual toll taken by virus diseases from the potato crop of England and 
Wales can be assessed with considerable accuracy at not less than £2,000,000 in 
normal times. In the United States the reduction in the yield of sugar beet from 
the 763,000 acres under the crop is reckoned to have averaged over a number of 
years, about 2,000,000 tons annually. ‘ Beet yellows * is estimated to have caused 
losses in the sugar and fodder beet crops in Belgium of over 60,000,000 fr. in 1937. 
Louisiana is calculated to have lost sugar to the value of over 100,000,000 dollars 
from sugar-cane mosaic in the ten years from 1922, though at the beginning of that 
period there was still local doubt whether even 100 per cent, infection did much 
harm. In the Argentine, mosaic caused a progressive reduction in sugar-cane 
yields in Tucaman from the beginning of the century, reaching its climax in 1915 
when the average yield for the previous five years was only 9 tons per acre. The 
introduction of Java mosaic-tolerant canes such as P.O.J. 4 36 * and 4 213 ', giving 
yields of 20 to 30 tons per acre, saved the industry however, and by 1926, when 
they had completely replaced the older varieties, the province had the largest 
sugar yield (375,000 tons) in its history. 

Many virus diseases of market garden crops and fruit also cause heavy financial 
loss. 4 Lettuce yellows \ due to infection by the 4 aster yellows ’ virus, was recently 
estimated to have reduced the lettuce crop of New York State by an annual average 
of 5 or 6 per cent, from 1921 to 1938 ; bean mosaic caused about the same loss 
of crop in Iowa from 1924 to 1926 ; cucumber mosaic 7 to 15 per cent, in Iowa 
from 1924 to 1926; and 10 and 15 per cent., respectively, in Kansas and New 
York in 1928. The average loss from tomato mosaic in Utah in 1925 was 8 per cent. 
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Naturally much higher individual losses than these average figures occur 
and many have been determined in experimental tests. Sugar-cane mosaic has 
caused a loss of 80 per cent, in Hawaii and over 60 per cent, in India. In tests 
in Ireland leaf roll reduced the yield of British Queen potatoes from 9 to 3 7 tons 
per acre and of Ally from n-4 to 27 tons. When tubers from leaf-roll plants were 
used as seed for the next crop in Wales, the losses for three consecutive years were 
55-8, 45-6, and 52 6 per cent, respectively, showing that this disease can produce 
its maximum effect in the year after infection ; very similar figures were obtained 
in a three-years’ test in England. In the United States lettuce yellows can cause 
70 or 80 per cent, of a crop to be lost and the spotted wilt virus can destroy three- 
quarters of the yield ; soy beans can lose 30 to 75 per cent, of the beans and ordinary 
beans 50 per cent, from the mosaics of these crops. The rapid spread of bunchy 
top of bananas in New South Wales led to a falling off of the yield from 650,000 
bunches from 4,750 acres in 1922 to 91,144 bunches from 1,002 acres in 1925, 
and many growers were ruined. Early infections of tobacco mosaic can reduce 
the yield in North Carolina by 30 per cent, and the value by up to 50 per cent., 
and infection of tomato mosaic in Maryland can reduce the crop by over 50 
per cent. In glass-house experiments in England early infections of tomatoes 
with the streak virus and tobacco mosaic virus caused yield reductions exceeding 
20 per cent. Early infections with groundnut-rosette virus cause total loss ; for 
no nuts develop after infection. In a test in Canada, raspberry mosaic reduced 
the fruit yield by 28 per cent, by weight. 

Even such losses as these by no means exhaust the destructive possibilities 
of virus diseases. The record of potato varieties in Great Britain and of sugar-canes 
in Queensland, the West Indies, and elsewhere shows many instances of the dis¬ 
appearance from cultivation of very valuable types owing to susceptibility to some 
virus disease. ' Running out ’ of the best varieties of strawberries and raspberries 
from the same cause is a present danger in Great Britain and North America. 
Even the tolerance of infection found in carriers may do no more than disguise 
this deterioration ; the 30 per cent, loss from potato virus ' X ’ in certain carrier 
varieties in Australia was unsuspected until revealed by tests, for the crops were 
mostly uniformly infected, while carrier varieties of strawberries may at times 
suffer as great a deterioration from latent yellow-edge virus infection, as the high \ 
sensitive Royal Sovereign crop. 

Another possible additional source of loss from virus diseases is the increase 
susceptibility of virus-infected plants to bacterial and fungal diseases. W hi 1 e 
not as evident as the enhanced susceptibility to certain human diseases caused > 
the influenza virus, there is a rather widespread belief that potatoes arc rendcrc 
more susceptible to blight (Phytophthora infest tins ) by becoming infected > 
viruses, and in Brazil, a similar relation between tomato viruses and Scptoria 
lycopersici has been claimed. 


Control 

A direct attack on virus diseases by the chemical methods so extensively used 
against parasitic fungi is out of the question. Viruses cannot be reached b\ t eS 
means and, at the most, control of their insect vectors may be undertaken " ,e 
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the economic conditions permit. Practical control of the aphis vector of straw¬ 
berry yellow edge and crinkle has been achieved in some cases in England by the 
use of vaporised nicotine. In commercial crops of the biennial drug plant, hen- 
- bane (Hyoscyamus niger) a considerable reduction of the vector, Mysus persicae, 
was effected by weekly spraying with nicotine and soft soap during the first two 
months of vegetation in the first year. 'Phis gave a 30 per cent, increase in yield in 
the third crop, harvested during May of the second year. 

Roguing for the elimination of virus-diseased plants has had a considerable 
vogue, especially in crops propagated vegetatively such as potato, sugar-cane, 
strawberries, bananas, and the like; it is still practised extensively where the crop 
is valuable and the amount of infection moderate. Its principal use nowadays, 
however, is in the maintenance of ‘ foundation ’ or nursery stocks of disease-free 
plants which can be used for the planting of the main field crop. \N here insect 
vectors can be kept down fairly readily and the plants are under observation 
closely enough for earlv infections to be recognised, as in glasshouse cultivations, 
roguing is of much vaiue, as it is also, obviously, where the virus is seed-borne 
, or the crop is propagated vegetatively and a healthy parentage is, therefore, 

essential. . . 

Where the infection arises anew each year in an annual crop, success in reducing 
the source of infection by the destruction of * volunteer * plants or out-of-scason 
plantings of the crop, which may serve to carry over the disease between success¬ 
ive main crops, has sometimes been considerable. Much benefit resulted from 
eradicating volunteer cotton in the Sudan to reduce early attacks of leaf curl. In 
Southern Rhodesia a notice under the Tobacco Pest Suppression Act, 1933, 
prescribed the 1st August as the date by which destruction of all growing tobacco 
plants is to be completed as a control measure against tobacco leaf curl ; this 
close season appears to cause the vector (Betmsia sp.) to die out ls) . In California 
the enforcement of a celery-free period in districts where western celery mosaic 
causes severe damage has been effective in raising the yield, which had fallen 
from over 1,000 half-crates per acre in 1930 to 311 in 1934, to an average of 1,100 
in 1939 and 1,000 in 1940 <•». The growing of maize in the neighbourhood of 
sugar-cane fields has been discouraged for similar reasons as it is susceptible to 
sugar-cane mosaic and a favourite food plant of the insect vectors ; this ban was 
enforced by legislative action in certain areas in Barbados in 1927. 

Sometimes the eradication of weed hosts of the virus or of its insect vector 
has given good results. Destruction of the Russian thistle, Salsola kah-tenuifoha, 
on which the beet curly-top vector, Eutettix tenellus , and the virus are largely 
maintained before passing to the crop, has effectively reduced sugar-beet curly 
top in California. Excellent results in controlling the yellowish-green mosaic 
of cucumbers in the United States, where it has many hosts, have followed the 
eradication of certain weeds, especially perennials. In England, where, however, 
this mosaic is less common in glass-houses than the mild or green-mottle mosaic 
a which seems to be confined to the Cucurbitaceae, the houses in which it occurs 
should be kept free from susceptible flower crops (primulas, asters, lobelias, and 
so forth) and the common bryony should not remain near cucumbers or marrows. 
With the great prevalence of the spotted wilt virus amongst ornamentals, keeping 
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the latter out of houses containing tomato seedlings is most important, while 
glass-house control in tomatoes and flower-crops alike must include elimination 
of the thrips vector from an infected house before another susceptible crop is 
grown ; thrips control out of doors, however, is difficult. 

The complete eradication of these diseases by destruction of all infected 
plants is being effectively carried out by large-scale campaigns amongst perennial 
plants. It was early advocated (with legislative sanctions in some areas) for the 
control of peach yellows and rosette in the L T nited States and later was recom¬ 
mended against sandalwood spike, together with the establishment of a sandahvood- 
free belt round the infected area in South India. Recently, powers have been taken 
in the Gold Coast to remove plants such as cacao from declared areas in order 
to check the spread of diseases, such as the swollen shoot virus disease of cacao, 
to uninfected areas. The object is to establish zones free from all cacao around 
the infected areas. The Psorosis Act of 1927 provides for the destruction, without 
compensation, of any citrus tree infected by psorosis within the Union of South 
Africa, together with quarantine measures against new introductions of the disease; 
as infection may remain latent in the tree for 20 to 30 years and seldom shows 
before the trees (which are ordinarily infected by budding with diseased wood) are 
9 or 10 years old, it will be long before the effectiveness of the measure can be judged. 
In 1939-40, however, only 1,468 affected trees were found in a total of 513 ** 2 3 
inspected. When peach mosaic was first seen in Colorado in 1934, and California 
a year later, eradication was promptly undertaken ; in Colorado only 3,100 fresh 
cases were found in 1937, compared with 9,835 in 1936 and 30,467 in 1935, while 
in the four years from 1936 to 1939, 89,355 oases were found in California, 63,651 
of which were removed. The attempt to eradicate the phony peach disease from 
the south-eastern States is more formidable; during 1936 over 2,000,000 aban¬ 
doned and 3,500,000 ‘ escaped ’ peach trees were removed in 11 States by a force 
of 2,000 men employed under the Emergency Relief measures, while altogether 
over 21,000,000 trees were inspected in 20 States and 146,072 of the 156,977 
found infected were removed. In New Zealand an attempt is being made to 
eradicate ‘ onion yellow dwarf’ disease which was found to be confined to a sma 


area in 1939. 

The progress that has been made in the breeding of crop varieties resistant to, 
or tolerant of, virus diseases has already been discussed. In the opinion of mam, 
this remains the most hopeful line of attack on them. Control by 4 vaccination 
with a weak strain of the virus concerned, so as to induce immunity from more 
virulent strains, has been regarded as practicable by some. No satisfactory case 
of its use under field conditions seems to have been reported as yet and muC 
further testing is necessary before the many risks associated with the use of sue 
4 live ’ vaccines can be discounted. ^ 

A considerable measure of success has sometimes followed the adjustment o 
agronomic practices so as to reduce the prospect of infection. The most ene 
has been the alteration of the date of planting the crop so that it is too far advance 
for serious injury by the time the insect vectors become numerous ; this has wor e 
well on occasion against the curly top of sugar-beet. In Tanganyika, experime * 
show that cassava (Mauihot) planted in June is less injured by mosaic t an 1 
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planted at other times, for the crop then passes the main period of its growth 
when the probability of infection is at its lowest. Similarly in parts of Nigeria 
the native tobacco plantings escape serious injury from leaf curl because the 
vector ( Bemisia sp.) has become scarce by the time the seedlings are transplanted. 
Late sown oats and other cereals (after the 20th May) in Siberia are not severely 
injured by the Zakooklivanie or * pupation * virus disease, because the vector, 
Delphacodes striateUa , which over-winters in the larval stage on grass weeds 
about the cereal fields, migrates in the winged form too early to be able to dwarf 
the plants. Infection by the groundnut rosette virus in Africa has been found 
to be considerably lessened by dense planting and also where grass mulching of 
the soil is practised ; in the Gambia earlier sowings are less damaged than those 
that give young plants when the vector. Aphis Itihurni. is most active in July and 
August. Possibly, as with the vectors of leaf roll of potatoes, the activity of this 
aphis is reduced by high humidity. 

The chief measure employed for the control of virus diseases of the potato 
and some other crops in the British Isles and elsew here is the inspection and certi¬ 
fication of planting stock. For this purpose an elaborate organisation has been 
built up by various Government Agricultural Departments. In areas in the 
British Isles where potato seed production is important, the inspection covers 
purity to type, as well as the amount of virus infection. In Scotland, for instance, 
over 50,000 acres grown for seed arc inspected annually and certificates granted 
by the Department of Agriculture of different designations according to purity and 
the percentage of virus diseases found: ‘ Stock Seed must be 99 5 per cent, true to 
type and practically free from virus symptoms except negligible mottle ; ‘ T.S.(A)' 
is 99 5 per cent, pure and with not more than 1 per cent, total mild mosaic, 
severe mosaic, leaf roll, and 4 wildings', and comprises varieties immune from 
wart disease, the corresponding non-immunc grade being designated 4 N.I.(A) ; 

4 T.S.(H) * and 4 N.I.(H)’ arc 99 5 per cent, pure and with not more than 3 per 
cent, severe mosaic, leaf roll, and 4 wildings \ These arc all regarded in England as 
Class 1 Scotch seed ; Class 1 Irish, and Class 1 Special English and Welsh stocks 
are also recognised, the latter from certain limited areas only. Recently certifica¬ 
tion has been extended to cover English crops which, though ordinarily grown 
for consumption, can, under certain circumstances, serve as sources of good seed ; 
such crops are eligible only if grown from Class 1 seed and at least 50 yards from 
any crop not similarly grown. In Canada and Holland also there are important 
seed potato industries and a very elaborate certifying organistation exists; in 
1935 the acreage certified in Canada was 83,537 (,s) . Many other countries have 
adopted similar measures. 

Methods for the same purpose in the United States vary to some extent from 
State to State but are kept in general consonance by periodical conferences at 
which Canada is represented. Considerable use is made of the tuber unit method 
of establishing clean stock for planting the main crop : a portion of each tuber 
bearing an eye is tested under glass before planting time and only if it gives a 
healthy shoot is the rest of the tuber used. The resulting seed plot is grown in 
isolation and carefully rogued to eliminate any virus diseases that may appear. 
Naturally, localities are selected for seed production where the risk of spread 
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of virus diseases is low. By this method in commercial practice cases have been 
recorded in New ^ ork State of the reduction of virus diseases from 2-6 per cent, 
in 1924 to 0 4 per cent, in 1932, and in Quebec of an increase in yield from -2877 
bushels per acre in 1928 to 417 in 1934. The outstanding importance of the eco¬ 
logical conditions controlling the insect vectors of these diseases is sufficiently 
demonstrated by the fact that there arc areas in Ireland and elsewhere in which 
potato varieties have been maintained free from degeneration for many years. 
Early Rose potatoes have been grown on bog-land in central Ireland since 1867 
without change of seed and without running out, and almost forgotten varieties 
such as Pink Eyes and Lumpers on the western seaboard for much longer periods. 
In these areas the insect vectors are rare and the cool moist climate is adverse to 
their dispersal. 

The bunchy-top disease of bananas in New South Wales and Queensland 
has been brought under fairly effective control by a series of measures directed 
to the eradication of diseased plants and the prevention of spread. All plantations 
are registered and inspected, diseased plants are removed after treatment by pre¬ 
scribed methods to destroy the vectors (Pentalonia nigra nervosa) present on them, 
diseased areas are quarantined so that no banana material may be moved from them, 
in the quarantined areas the land must be kept free from weeds for not less than 
6 feet from each banana plant, all banana plants in other than registered planta¬ 
tions must be destroyed, and every care must be taken in the plantations to recognise 
the early symptoms of infection. Permission to sell planting material must be 
obtained, and is granted only to growers of disease-free stocks. In certain areas 
free from the disease no planting material from the infected areas is allowed 
ingress. These stringent measures, applied under legislative authority in 1927 
and varied from time to time, have been effective in restoring the New South 
Wales banana-growing industry — probably infected from Fiji in 1913 and which 
had fallen between 1922 and 1925 to a seventh of its previous production, back 
to far more than the old figures by 1935 — and rank amongst the best examples 
of plant-disease control by administrative action based on sound scientific in¬ 
vestigation <7) . Similar methods are applicable to other virus diseases in advanced 
countries, especially in so far as they relate to the inspection and certification of 
nurseries supplying planting material. In New York State, for instance, all 
raspberry nursery stock offered for sale must be regularly inspected, rogued when 
necessary, and certified reasonably free from virus diseases. A test of the same 
procedure in England has broken down owing to the prevalence of carrier varieties 


and others with a low expression of symptoms. 

From this survey it will appear that the question whether the viruses arc 
animal, vegetable, or mineral ’ is largely of academic interest only. As agents 
of disease they behave sufficiently like the bacteria to allow of the application o 
the same considerations to the study of their behaviour and control. In particular, 
the problems of their origin, dissemination, and prevention, which at one time 
seemed so difficult as to lead many plant pathologists almost to despair of their 
solution, have yielded to intensive research sufficiently to give good grounds for 
the hope that the practical outcome will eventually equal that achieved in t e 


fight against parasitic fungi and bacteria. 
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Chapter IX 

DEFICIENCY DISEASES OF PLANTS 

INTRODUCTION 

It has long been known that other elements besides those contained in the so- 
called complete ‘ fertilisers ' used by farmers are of importance for the growth, 
development, and fruiting of plants. Though nitrogen, phosphorus, and potassium 
are the main elements in which cultivated soils most frequently have inadequate 
supplies for the nutrition of plants, symptoms of distress curable by applications 
of iron have been familiar to growers, especially of the vine and of woody orchard 
trees, for generations. Calcium, too, exercises a marked effect on the vegetation 
and has been widely held to have an influence in nutrition, apart from its better 
known action in improving soil structure, facilitating the availability of other 
plant foods, and providing lime for farm livestock. 

Of recent years knowledge of the crop disorders due to deficiencies in one or 
more of a whole range of other elements has rapidly accumulated. These ele¬ 
ments have come to be known as ' minor ’ or ' trace ’ elements, not because they 
arc necessarily present only in traces in the soil, but because the plant usually 
contains little of them and can get enough from most soils for its proper functioning. 
Boron, manganese, zinc, copper, magnesium, and sulphur are amongst the ele¬ 
ments which have been so far implicated in the causation of the deficiency diseases 
of crops, and there is good reason to believe that this list is not complete. Not 
all the species of plants are equally prone to these troubles, which are sometimes 
also rather narrowly associated with certain soil types. 


IRON 

The chlorosis of the vine and of fruit trees found in soils rich in lime or man¬ 
ganese and due to failure to obtain sufficient iron in suitable form in the green 
parts is discussed in the early literature on plant diseases. It has been especially 
noticed in the vine, pear, apple, quince, peach, apricot, plum, cherry, raspberry, 
walnut, orange, lemon, pineapple, rice, maize, lupins, cowpeas, conifers, an 
some vegetables. It always seems to be due not so much to an absolute deficiency 
of iron in the soil, for that scarcely ever occurs, as to some condition which 
reduces the availability of iron to the plant, or immobilises it within the plant. 
The chief ultimate causes of these conditions are the presence of excess of l ,n ^ e 
(‘ lime-induced chlorosis ’) and of manganese (‘ manganese- induced chlorosis ), 

respectively. 
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1.1Ml> IMHTH) C11LC>R< ISIS 

Lime-induced Chlorosis of the Grape I ine 

Chlorosis of the grape vine is a familiar trouble in the vineyards on the marls 
and other calcium-rich soils of certain districts of France, (iermany, and Switzer¬ 
land. Its routine control by applications of ferrous salts has been successfully 
achieved by the intelligent viticulturists of these regions for many vears. The 
methods used may be divided into three groups: summer spraying with 
weak solutions, winter treatment by swabbing with strong solutions applied after 
pruning, especially with a view to absorption through the pruning cuts, and 
soil applications around the base of the vines. The injection method used 
with orchard trees is little practised in vineyards owing to the habit of the 
vines. 

Summer spraying or dusting is generally carried out as soon as the first signs 
of pallor are noticed ; if delayed until yellowing of the foliage occurs, little benefit 
results. Ferrous sulphate at a concentration of 1 per cent, is ordinarily used, 
sometimes with the addition of citric acid at the rate of 150 gm. per hectolitre of 
the iron sulphate solution with the object of preventing the conversion of the ferrous 
to the insoluble ferric salt through the formation of an iron-citrate complex in 
which the iron is no longer present in the ferrous or ferric forms. A second 
application may be required later. 

For winter applications pruning is done early (November) and the whole vine 
then swabbed with a solution of 25 to 40 per cent, ferrous sulphate. In this case 
also citric acid is sometimes recommended at the rate of one-fourth to one-fifth 
by weight of the ferrous salt ; the solution can be made up in the summer and 
evaporated for use after re-dissolving when required. The winter treatment 
is often followed bv summer spraying during the next season. Both summer 
spraying and post-pruning swabbing can cause injury to the vines. Spraying is 
often followed by slight burns on the foliage, but the margins round these turn 
deeper green and the green gradually spreads over the whole leaf. Swabbing may 
burn the exposed wood and bark at the pruning cuts. 

The addition of ferrous iron to the soil is less certain in its action than the method 
mentioned above, but is employed to some extent. Crystalline or powdered iron 
sulphate is placed in a trench some 10 cm. from the base of the vine, about 300 
gm. of the salt being used per vine. The disease is also combated by the use of 
the so-called calcium-tolerant varieties or species of vines. The European l itis 
vinifera group is in general less susceptible to lime-induced chlorosis than some 
of the American species which became so extensively used as stocks in Europe 
owing to their resistance to Phylloxera. There are various records of hybrid 
and other stocks that can be successfully cultivated on chlorosis-inducing soils. 
Thus at Lausanne in Switzerland good results were obtained by hybrids between 
Mourvedre ( V . vinifera) and Rupestris (I*, rupcstris) in heavy compact soil con¬ 
taining 48 to 60 per cent, available lime. In the United States chlorosis of the 
susceptible Concord (V. labrusca) grape has been successfully overcome by grafting 
on V. vinifera stocks such as Muscat, Tokay, etc (28) . 
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Lime-induced Chlorosis of Fruit Trees 

In England lime-induced chlorosis is in the main an orchard trouble, correlated 
with soils derived from certain limestone formations, rich in carbonates. Treat¬ 
ment of apple chlorosis with ferrous salts has been adversely criticised as being 
uncertain in its results (though sometimes giving temporary improvement) and 
injurious to the trees. Considerable control, however, has been secured by the 
use of permanent cover crops (grasses, clovers, weeds) in susceptible orchards. 
The beneficial result is believed to be due to the production from the cover crop 
of organic materials capable of forming, with iron, complexes akin to that given by 
citric acid. Although this chlorosis has often followed liming, it is difficult to 
relate its occurrence to either soil reaction, the water soluble iron content of the 
soil, or the iron content of parts of the tree. 

Roth in Prance and the United States lime-induced chlorosis of fruit trees is 
regarded by nearly all workers as an iron-deficiency trouble and is combated by 
methods similar to those used in viticulture. In some parts of southern France 
peach chlorosis can be very destructive ; it has been successfully controlled by 
sprays or swabs of 15 to 40 per cent, ferrous sulphate applied during dormancy. 
The treated trees recover their normal green colour, and instead of no fruit or 
small and unmarketable fruit, a good crop has been obtained the following 
summer. I he effect, however, does not usually last for a second season. Cures 
have also been obtained by the injection of iron salts into holes bored in the 
trunk of the tree. 1 he double tartrate of iron and potassium, the double sulphate 
of iron and ammonium, and ferric potassium oxalate have given good results 
when injected at the rate of one-third to one gramme of iron per tree, according 
to age. for summer spraying of chlorotic peaches, dilute ferrous sulphate or 
the double sulphate of iron and ammonium applied in May have been recom¬ 
mended in Prance. Similar results have been obtained on pears. Injection gives 
the most lasting results, but painting the pruning wounds and summer spraying 
can be used concurrently. 

In orchards in the United States lime-induced chlorosis is well known : it ,s 
reported as perhaps the most serious single disease of plants in Utah and it is 
also severe in California, where pears are particularly injured by it. All the methods 
already mentioned for ameliorating the chlorotic condition have been recommended 
not only for tree fruits but also for shade trees. The claim has been made that 
definite improvement has followed the injection of ferrous salts into forest and 
shade trees growing in soils liable to iron-deficiency chlorosis in 95 per cent, of 
the trees tested. In California the injection of any soluble iron salt solution at 
the rate of one ounce per gallon of water is recommended for orchard trees, 
especially the pear. The solution is run in during dormancy, from a can into 
holes J to § inch in diameter, one or more according to the size of the tree, and 
extending two-thirds to three-quarters of the way through the trunk. Or the 
salts may be used dry, ferrous and ferric citrate being specially recommended 
for this purpose. Spraying with a solution of ferrous sulphate of one ounce per 
gallon late in the day, so that absorption may occur during the night, is another 
recommended practice ; and soil applications of crushed ferrous sulphate, cither 
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in trenches 1 to 2 feet deep and 1 to several feet from the tree base, or in evenly 
spaced holes about the same depth and 2 inches broad in one or more rings around 
the tree, are followed by good results if made in late winter or early spring. Chlorotic 
apple trees in calcium-rich soils in Montana were found to benefit from trunk 
injections of a 0 25 per cent, solution of ferrous sulphate or 2 to 3 gm. of dry ferrous 
sulphate or ferric nitrate, watered after insertion. Even the old-fashioned orchard 
practice of driving 15 to 20 iron nails, 1 to ij inches long, into the apple trunks 
gave an improvement, while spraying and soil applications of ferrous sulphate 
were ineffectual. 

Lime-induced chlorosis is prevalent in orchard and tree plantations in the 
south and south-east of the U.S.S.R. Apple, plum, and raspberry are amongst 
the fruit most affected. The trouble may be counteracted by soil applications 
of iron salts and sulphuric acid, the avoidance of alkaline fertilisers, and the 
use of tolerant varieties. The corn bindweed ( Convolvulus arvensis) is stated to 
be a useful indicator plant for revealing chlorosis-inducing soils. Chlorosis of 
conifers in calcareous soils is sometimes a serious trouble, especially in forest 
nurseries in the United States, and, like the chlorosis observed in beech planta¬ 
tions on the chalk in England, is presumably due to iron deficiency ,7 \ 

In citrus plantations this type of chlorosis has proved troublesome in some parts 
of the United States and there are a few records of its control by the injection 
of iron salts (e.g. the citrates) into the trunk, or by applications of ferrous sulphate 
to the soil. In Arizona, where these methods have been used, the disease appears 
in 8- to 12-year-old trees in alkaline calcareous soils, and reaches its maximum 
when the trees arc 18 to 20 years old. It is probable, however, that many of the 
earlier records refer to other deficiency diseases, especially that now treated by 
applications of zinc and known in California and elsewhere as mottle leaf. 

There are several records of the existence of marked root-stock effects in 
orchard trees growing in chlorosis-inducing soils. 'I hus in Californian experi¬ 
ments with pears both the quince and Pyrus seroiina proved to be more susceptible 
to lime-induced chlorosis than the pear (P. communis) stocks. Amongst com¬ 
mercial varieties the Bartlett, Commice, and Nelis were more susceptible than 
Clairgeau or Hardy. The acute type of chlorosis appears to be restricted to 
certain plants, but in these it causes not only yellowing of the leaves but defolia¬ 
tion and also death of a part of the root system. 

In the U.S.S.R. chlorotic apple and pear trees have been reported to show 
increased susceptibility to the leaf spot and black rot caused by Sphaeropsis 
malorum (Physalospora obtusa), and good results in controlling the disease have 
followed the use of an iron sulphate spray (6 or 8 per cent.) in early spring or 
late autumn. 

Lime-induced Chlorosis of Lupins 

Another lime-induced chlorosis worthy of mention is that of the yellow lupin 
(Lupinus luteus ), which has been extensively reported from Central Europe on 
calcareous or limed soils. This plant is generally held to be a calcifuge, but the 
chlorosis appears to be due rather to a disparity between calcium and available 
iron than a strict calcifuge habit; manuring yellow lupins with magnesium car- 
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bonate produces a similar chlorosis to that induced by lime, and this can be equally 
cured by applications of iron. The perennial lupin (L. perennis) is not a calcifuge 
and the blue (L. august ifolius) is less so than the yellow. A similar relationship 
seems to hold with manganese as with calcium in these plants, and chlorosis 
curable by applications of iron has been induced in L. luteus by excess applications 
of manganese salts. Since similar results have also been obtained with ammonium 
salts used as a top dressing on the seedlings, it is suggested that in such cases 
ammonia accumulates in the sap and renders the iron inactive. The chlorosis 
is accompanied by withering of the foliage and either stunting or abnormal elonga¬ 
tion of the roots. The first few leaves formed do not show symptoms, possibly 
because they obtain enough iron from the seed ; these leaves always contain more 
iron than those formed later. As the plants reach maturity the typical symptoms 
disappear. 

Manganese-induced Chlorosis 

Turning to manganese-induced chlorosis, the pineapple disease known as 
yellows ’ is one of the best-known examples. It occurs chiefly in the extensive 
Hawaiian plantations in highly manganiferous, acid soils, deficient in calcium 
carbonate. Affected plants turn yellowish-white, growth ceases, and the leaves 
die back until the whole plant is dead. The disease can be cured by spraying with 
ferrous sulphate, in the same way as the lime-induced chlorosis of the same 
plant in Porto Rica can be treated. In spite of the difference in soil conditions 
under which the two diseases occur, their proximate cause appears to be similar, 
namely, a lack of available iron in the plant ; manganese and calcium carbonate 
can each exert an additive chlorotic effect in the presence of the other. 

Several of the cereals are susceptible to manganese-induced chlorosis, as arc 
also sugar-cane and tobacco, but many other crop plants are practically unaffected 
by an excess of manganese. 

Causes of Iron Deficiency Symptoms in Plants 

In both manganiferous and calcareous soils, plants susceptible to chlorosis 
appear to be unable to obtain the iron that they require in a suitable form. Various 
theories have been advanced to account for this, but the real cause seems to be 
obscure. Sometimes there may be an absolute deficiency of iron, but cases occur 
commonly where there is no real shortage of the clement. Since in many of 
these cases analysis docs not reveal a lack of total iron in the chlorotic plants, but 
rather its immobility or restriction to certain parts, the physiological conditions 
within the plant are evidently of importance, and this appears to be particularly the 
case in the manganese-induced form. It has also been suggested that manganese 
interferes with the role of iron in the formation of chlorophyll. 


BORON 

Boron deficiency has received more notice during recent years than that of 
any of the other trace elements, partly because it has accounted for several major 
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plant diseases that had long puzzled plant pathologists, hut also in part, no doubt, 
because of the excellent propaganda employed by commercial interests. 

Though earlier French work had shown that boron could act as a catalytic 
fertiliser and that it was an essential element in the development of maize, the 
first description of symptoms of nutritional diseases due to lack of boron was issued 
from Rothamsted in 1923. It was not until 1931, however, that it was established 
by work in Holland that a major plant disease, the well-known heart and dry rot 
of sugar and fodder beet, which seems to have been seen in France over seventy- 
five years ago, was due to boron deficiency. Since then several other important 
plant diseases have been traced to a similar cause, and there is no reason to suppose 
that the list is as yet complete. l ? nlikc most other deficiencies, that of boron 
affects the storage organs of the plant, roots, tubers, fruits, and the like, usually 
more than the green parts, though these seldom escape altogether and in some 
plants show marked symptoms (*»• l0 - "• 12 • li \ 

The heart and dry rot of beets was long known to be associated with alkaline 
soil conditions, and to be promoted by liming, especially in dry alkaline soils. 
At the same time the almost constant occurrence of Phoma betae in the diseased 
parts led to many attempts to implicate this fungus in the causation of heart rot. 
It is now known that these are merely accessory factors and that typical cases of 
the diseases may occur in their absence if boron is not available to the plant. Soil 
applications of boron have been exceedingly effective against the disease, whether 
applied alone as borax or other compounds, or used to reinforce the ordinary 
fertiliser mixture for the crop. In Germany it is stated that 30,000 tons of sugar- 
beet fertiliser in the form of borated superphosphate were used in 1938. From 10 
to 20 lb. borax per acre may be required. Heart rot is further described in Fart II. 

In a form of the disease occurring on vegetable beets and known as ‘ girdle ’ 
in the United States, dark sunken spots may partially encircle the beets below 
soil level; though borax treatment gives good results against this disease it is 
not certain that its true cause has been established. Another beet disease success¬ 
fully treated by borax is the internal black spot of canning beets in the United 
States, a disease characterised by the presence between the rings in the thin-walled 
tissue layers of the bulb of irregular hard or corky black spots, usually accom¬ 
panied by distortion and reddening of the foliage. 

Following at short intervals in 1935 and 1936 it was reported in New Zealand, 
Canada, the United States, and Finland that the serious disease of apples known 
as internal cork, corky core, and drought spot was due to boron deficiency. The 
disease had been known for a good many years in these and other countries, and 
its association with soil conditions, especially soil moisture and unbalanced nutri¬ 
tion, had been stressed. 

The fruits on affected trees are characterised by dead, dry brown spots scattered 
through the flesh or confined to the core. In the form termed drought spot, the 
spots or brown streaks following the vascular bundles start just under the skin, 
which in some varieties shows a corresponding roughness. Affected trees may 
show a tendency to increased fruit drop, and in extreme boron deficiency die- 
back of the terminal branches may be observed. Some varieties are more liable 
to the drought spot type of disease than to internal cork, but others have both, 
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and late in the season the latter type is predominant. The condition is aggravated 
by drought and is worst on light or shallow soils. There is an abnormal meri- 
stematic activity in the internal spots, resulting in the development of a cork 
cambium around the lesion and the formation of linear rows of cells ; individual 
cells may also divide. Starch is retained in the necrotic areas. 

Soil applications, spraying, and injections have all been used in controlling 
this disease by boron compounds. In soil applications in Canada, 30 lb. boric 
acid per acre applied in the autumn around the affected trees, two or three feet 
from the base, has given good results. In view of the heavy loss that may occur, 
only one-tenth of the boron applied being sometimes available after a year, smaller 
annual applications may prove to be the most satisfactory. Heavy applications 
have also been found to impair the keeping qualities of Jonathan apples in New 
Zealand. The beneficial effects of soil applications have been found to last for 
three or four years in Canada and the United States. Since treatment with boron 
compounds has been adopted, the disease has ceased to cause concern in British 
Columbia, where it was formerly a serious trouble. 

Experiments in the United States indicate that the obscure apple disease 
known there and in Australia as ‘ measles ’ or 4 internal bark necrosis ’ may be 
another manifestation of boron deficiency. The disease, which has been known 
since 1908, is characterised by an eruption of small pimples in localised areas of 
the bark. These become isolated by cork and exfoliated, cankers then developing 
in severe cases. Isolated necrotic nodules occur deep in the bark. In cultures 
deprived of boron both the eruptive and buried necrotic lesions that resulted were 


macroscopicallv and microscopically indistinguishable from those of natural cases 
of measles. Their development was prevented by application of boron. T he 
disease has been reported to be prevalent on compact clay soils, in which it is 
recommended not to plant the highly susceptible Delicious variety. There are 
marked differences in varietal susceptibility to it. 

Pears and cherries sometimes suffer from drought spot similar to that of the 
apple, and a condition in pears marked by cracking of the calyx-end of the fruit 
and die-back has been readily cured by soil dressings of 1 lb. borax per tree, m 
Australia. In apricots a brown spotting of the flesh, especially near the stem en » 
and a dry spongy condition near the stone, was controlled by borax in New Zealan • 
In Canada apricots under boron-deficient conditions suffer from drought spot an 
die-back. Plums are liable to drought spot and gum spot from the same cause, 
the fruit showing dead pulpy areas and the flesh a tendency to stick to the stone , 
in this case also the trees may suffer from die-back. To complete the catalogue 
of the tree-fruit diseases hitherto attributed to boron deficiency, additions to "Inc 
arc still being made, the report that boron was essential for the healthy grow 
of citrus in Southern Rhodesia, and that the disease known there as 4 hard fruit 
could be controlled by soil applications of borax, should be mentioned. I reC ^ 
showing this condition have small leaves, the branches tend to die hack, an 
fruit drop is accentuated. Such fruits as arc left are dry, hard, deformed, t ci 
development may be arrested, and gum pockets or corky patches are foun * 
the fruit pulp. A great increase in marketable fruits was obtained by application 


of 50 to 500 gm. borax per tree. 
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Several lists of vegetable and other crops affected by boron deficiency have 
been published, together with, in some cases, the recommended doses of borax 
which have been found safe and effective ,s - "• - ol . These doses vary with soil 
and crop conditions but are generally between 10 and 20 lbs. per acre ,8 >. Heavy 
applications may cause damage, especially to a succeeding crop that may be sensi¬ 
tive to the toxic action of boron, such as beans. In the eastern United States and 
Canada boron deficiency is sometimes responsible for a serious cauliflower disease, 
termed browning, internal browning, or brown rot. Small brown concentric, 
water-soaked areas develop in the stem and in the branches of the curd (head) 
and rusty-brown patches may show on the surface of the curd. The affected 
heads have a bitter taste. In cultures under conditions of extreme boron deficiency 
the leaves around the head are deformed, the development of the curd is arrested, 
and browning spreads from the top into the flesh and stalk. Spinach is similarly 
liable to suffer from boron deficiency, the plants turning yellow and the leaves 
becoming small and deformed when deprived of boron. In celery a disease known 
in Florida since 1924 under the name ‘ cracked stem ’, which has since become 
prevalent in the United States and Canada where it may destroy half the crop in 
patches, was reported in 1937 to be due to boron deficiency and to be preventable 
by soil applications of borax or by spraying the plants with a solution of borax. 
It is characterised by a transverse cracking of the epidermis above the vascular 
bundles, the broken tissues curling back and turning brown. At an earlier stage 
a brownish mottling of the leaf may be observed. The stalks are brittle and the 
roots brown, with loss of many lateral roots. 

Sunflowers have been used as indicators of boron deficiency in the western 
United States. Their leaves show marked abnormalities, and apical growth is 
arrested, when they arc deprived of boron, while their susceptibility to the powdery 
mildew, Erysiphe cichoracearum is greatly increased. In this area, the soils of 
which are notably deficient in boron below 3 feet, in certain geological formations, 
humus depletion accentuates the tendency to boron deficiency which may be 
lessened by the use of compost. 

Boron was found to be necessary for potatoes by experimental work some 
years ago. Since then there have been several reports of potato diseases due to 
lack of this element. In Scotland a non-parasitic leaf roll found in certain soils 
and in certain varieties, especially in dry seasons, was prevented by soil applications 
of borax and an increased yield of 35 per cent, obtained. Indications were also 
given that the tuber diseases known as ‘ internal rust spot ’ and ‘ spraing ’ might 
be due to the same cause. In Holland a tuber disease in boron-deficient soil 
was greatly reduced by fertiliser applications containing boron. Affected tubers 
show a total or partial browning of the vascular ring, usually most pronounced 
at the stolon-end of the tuber. This browning sometimes involves the neigh¬ 
bouring cortex and occasionally the pith. The diseased tissues rapidly darken on 
exposure to air. 

It was reported in 1930 that the tobacco disease in Sumatra known as ‘ top 
disease ’ could be largely controlled by a boric acid solution applied to the plants. 
Subsequent experiments in Holland in 1934 showed that tobacco is very 
sensitive to boron deficiency, which caused weakness of the root system, death 
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ot the growing point and axillary buds, chlorosis, thickening and wrinkling of 
the leaves, often with a downward bending of the main veins, and discoloration 
ol the vascular system. The similarity of this condition to the Sumatra tobacco 
disease was pointed out. In the United States and Germany also, tobacco dis¬ 
orders of a similar origin and effect have been described, the affected plants 
showing chlorosis ot the bud leaves with collapse of the tissues and contorted or 
unilateral growth of the top of the plant, followed by die-back of the terminal 
bud and of any later-formed lateral buds. Top disease is usually most severe on 
alkaline soils in Sumatra and under such conditions the best control has been 
given by a solution of 6 mg. boric acid in half a litre of water per plant, poured 
into the hole during transplanting or applied around the seedling after setting 
out. In Germany borax is reported to be regularly applied for tobacco at the 
rate of 20 kg. per hectare. 

Various types of yellowing, reddening, and bronzing of the foliage are some¬ 
times the principal symptoms of boron deficiency in herbaceous plants. The 
lucerne disease known as 4 yellow top ’ in the United States and Canada has been 
traced to this cause. The yellowing occurs between the veins in diffused patches, 
or in streaks if the leaves are affected when mature. The leaf margin may die and 
curl up. In severe cases the growing point is stunted and bears small yellow leaves. 
Many of the leaves turn bronze or reddish, but usually the main veins remain 
green. The internodcs arc shortened and the plant stunted. Good control has 
been obtained with soil applications of boron compound ; with borax applied 
in the previous August an increased yield of 16 per cent, was obtained at the second 
cutting. A somewhat similar condition has been observed in clovers in the United 


States, and a lettuce crop showing symptoms resembling those due to manganese 
deficiency was cured in calcareous soil in North Carolina by a soil application of 
only 4 lb. borax per acre. In this soil 5 lb. borax per acre applied in March effect¬ 
ively controlled 4 yellow top ’ in lucerne. It is of interest to note that experiments 
in Holland showed that lucerne and peas were particularly sensitive to lack of 
boron, but cereals suffered little. Carrots grown in culture solutions without 
boron at Rothamsted had reddened or yellowed, down-curling leaves, followe 
by death of the growing point ; there was a small tap root, and the laterals " ere 
short and locally thickened from failure of the rootlets to emerge. All the elements 
of the vascular tissue in the root were affected, beginning with hypertrophy an 
collapse of the parenchyma cells, enlargement and irregularity of the cambia 
and phloem elements, and blocking of the cavity in many xylem vessels. Hyper¬ 
trophy and breakdown also occurred in the ground cells of the cortex but, uni e 
what happens in the turnip, the central tissues rarely showed lesions. I ese 
internal changes generally start near the growing apex of the plant. 


Causes of Boron Deficiency Symptoms in Plants 

No entirely satisfactory chemical explanation of the frequency of h ear ^° l 
and other boron deficiency disorders in alkaline soils seems to have been g 1 ' * 

In some soils there is absolute deficiency of boron, in others boron may be P rcs ^ 
in appreciable quantity but in forms of very low availability to plants. In genera , 
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high exchangeable calcium, which is associated with high />H values or alkalinity, 
reduces the availability of soil boron. A microbiological explanation has been 
sought, especially by Russian workers. It has been supposed that the available 
boron is used up by the soil microflora, the activity of which is increased by liming, 
or that liming increases the reduction processes in the soil by causing a rapid 
increase in the development of anaerobic bacteria, or even that liming induces 
parasitism in soil bacteria which are not harmful and may be beneficial when boron 
is in adequate supply. It is of interest in this connection to note that work at 
Rothamsted has shown that in the absence of boron the normally symbiotic 
nodule bacteria of the Ltguminosae may become parasitic owing to a disturbance 
in the transport of carbohydrates to the nodules (see also p. 755). 

It has proved possible to correlate the occurrence of'raan* in south-west Scotland 
with the geological origin of the soils. In general, the boundaries between high 
and low incidence of the disease correspond to the division between boulder class 
of southern and northern origin, the latter being rich in tourmaline, a mineral 
containing a considerable amount of boric oxide, while the southern boulder 
clays have little. This is a good instance of the type of absolute boron deficiency. 

‘ Raan ’ of swedes and turnips is further described in Part II (p. 571). 


% 

MANGANESE 

Manganese deficiency is widespread and is particularly important because it 
injures such extensively cultivated crops as cereals, potatoes, and sugar-beet. 

Though earlier work had shown the value of manganese as a fertiliser, the first 
suggestion that a definite crop disease, the * grey speck * of oats, might be due to 
its lack was made in Germany in 1^14, and it was not until between 1922 and 
1928 that it was established by work in the United States that manganese is 
essential for the growth of various plants. In Australia a little later, manganese 
was found to be necessary for all the 15 species of plants tested, which ceased 
growth, often became chlorotic, and then suffered a necrosis of the growing 
points, in its absence. 

Grey speck disease of oats was long known in Central and Northern Europe, 
especially on limed acid soils, rich in humus, such as reclaimed moorland. The use 
of manganese for its control in these areas gradually became established from 
1923 onwards. The ' Veenkoloniale ' disease also affected other crops, rye, barley, 
wheat, potatoes, beets of all kinds, turnips, etc., though only a few of them showed 
spotting, the others having yellowed or chlorotic foliage ; this condition was also 
successfully controlled by manganese. Subsequent observations in Denmark 
have extended the list to include spinach, tomatoes, and various pasture grasses, 
and in Sweden flax has been added. In the United States, especially, it was found 
that chlorosis due to lack of available manganese was not confined to crops grown 
on reclaimed heaths, but occurred on other characteristic soil types ; chlorosis 
of spinach, lettuce, beet, onions, etc., in certain parts of Rhode Island, of market 
garden and other crops in acid sandy loams in the coastal plain of North Carolina, 
and of sugar-cane in Hawaii (where ‘ Pahala blight ’ of this crop was controlled by 
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manganous sulphate), were recognised as manganese deficiency diseases. In 
1928 a very complete study of grey speck as a manganese-deficiency disease was 
published in Australia, where cereal crops on alkaline volcanic or reclaimed 
swamp soils were chiefly affected and it was established that the availability of the 
soil manganese was dependent on complex soil factors. In the British Isles oats 
and many other crops are affected in soils agreeing in their high content of organic 
matter and lime, but of varying reaction above pH 6 5. All the affected crops 
may recover as they grow older, provided they are not too severely injured by 
the early attack (27> . Grey speck is further described in Part II (p. 420). 

Amongst other crops affected by lack of manganese in England are globe 
beetroot and spinach, which are extremely sensitive to this condition, potatoes, 
onions, marrows, cos-lettuce, parsnips, and beans. In the United States the 
symptoms in spinach resemble chlorosis ; in England they are described as being 
similar to ' speckled yellows', except that the spots are greyish-yellow rather than 
yellow. Onions grown on unproductive peat soils in New York State have yellowish 
leaves which die off at the lips. Many of the plants die before harvest, but an 
application of 100 lb. manganese sulphate per acre has been found to check the 
disease. In potatoes the younger leaves show dark-brown to black, round spots 
along the sides of the veins, especially in the lower half of the leaflets. Later in 
growth, the whole leaflet becomes light in colour. The spots are sometimes 
confused with those associated with potash deficiency, but the latter occur prin¬ 
cipally on the older leaves in irregular areas, especially at the edges. In a very 
severe type of manganese deficiency known in beans in Florida in humus-rich 
soils to which calcium has been added, the leaves first turn pale and mottled from 
retention of the green colour for a longer period, near the veins, then golden 
yellow. Growth is retarded and the affected leaves progressively become smaller. 
Stipple spotting develops before the yellowing is complete, the small necrotic 
brown spots appearing parallel to the veins. Later the under surface becomes 
cupped between the veins and the intcrveinal tissue then breaks down. Eventually 


the buds die, secondary growth lower down also dies, and the plants wither. 
Almost fantastic increases in the yield of beans (more than 25-fold) were obtained 
in this area by manganese sulphate applied at the rate of 50 lb. per acre, and 
still better results were given when to this application an equal quantity of sulphur 
was added. Many other plants have been reported to suffer more or less severe y 
from manganese deficiency in Florida ; in highly calcareous soil containing a 
small admixture of peat and only a trace of manganese, tomatoes show a pro¬ 
nounced yellowing of the leaf areas farthest from the veins, pin-point necrotic 
spots appear and expand into dead patches, growth becomes increasingly spindly, 

little blossom develops, and there is no fruit. Histologically, manganese-deficient 
tomatoes have thinner stems and leaves, with less xylem, and smaller palisade 
cells than normal. There is a good deal of plugging of the vessels, and crystals 
are abundant <l6) . 

For several crops, better results have followed the application of a small amount 
of manganous sulphate as a spray than the use of far larger quantities in the soi • 

The obscure pea disease known in England as ‘ marsh spot \ in Holland as 
‘ rotten heart ’ (‘ kwaade-hart ’), in France as ‘ mouchete \ and in Finland as 
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‘ internal necrosis 1 was first suggested in 1936 to have some relation to manganese 
deficiency. Marsh spot is further described in Part II (p. 625). 

That fruit trees may show marked symptoms of injury from manganese 
deficiency was established by culture work on citrus in California from 1936 
onward. Oranges and lemons in New Zealand were reported in 1938 to suffer from 
a disease resembling the ‘ mottle leaf * disease due to zinc deficiency (see below, 
p. 309), but treatment with zinc compounds failed to effect an improvement 
while very promising results have been obtained with manganese sulphate 
Fuller accounts of the symptoms and control of manganese deficiency in citrus 
groves in Florida and California followed. A few cases of chlorosis in apples 
attributed to manganese deficiency were reported from Canada in 1937. Both 
apples and raspberries are affected in England, and evidence is accumulating that 
deciduous fruit trees in South Africa may be severely injured by a shortage of 
manganese. In the Western Cape Province of South Africa manganese deficiency 
appears to be about as prevalent as that of iron or zinc, the symptoms being of the 
‘ mottle leaf ’ type and affecting chiefly the stone fruit. 

Citrus trees suffering from lack of manganese show a network of fine green 
veins on a light-green background in the younger leaves, where the symptoms 
are difficult to distinguish from those due to zinc deficiency. As the leaves expand 
fully, the pattern of dark green near the veins and light green to bronze, fading to 
dull whiteness, between them, is less sharply defined than that of true mottle 
leaf; nor are the leaves as narrow and the internodes as short as in that disorder. 
In severe cases, growth and foliage are reduced and the fruits are light in colour. 
Spraying in spring and summer with manganese sulphate solution (50 to 100 gm. 
per gallon) has given good control but causes some injury to the leaves; this may 
be reduced by the addition of hydrated lime or sodium carbonate to the spray. 
Soil applications in winter of 65 per cent, manganese sulphate at the rate of 5 lb. 
per tree have also been recommended, but all treatments are still somewhat 
experimental. 

Peaches suffering from manganese shortage in South Africa have similar 
leaf symptoms to those already described, but the intervcinal areas may turn 
yellow. Even in trees having mild leaf symptoms there may be a substantial 
diminution in the yield of fruit, but this can be fully restored by winter spraying 
with manganese hydroxide or injections of manganese into the wood, the cost 
of the latter treatment being only 2d. per tree in an orchard which bore no com¬ 
mercial crop before treatment, and one worth from £2 to .£3 per tree afterwards. 
A similar case of loss of crop following chlorosis has been observed in cherries 
in England, where branch injections of both iron and manganese were effective 
in securing a healthy new growth, the response to manganese being the better of 
the two. 

Tung trees (Aleurites fordii and A. montatia ) are adversely affected from lack 
of manganese in Florida, not only on calcareous or over-limed soils but on other 
soils in which exchangeable manganese is scanty ; and a wide range of ornamental 
shrubs in acid, sandy, as well as in over-limed or calcareous soils in the same State 
show similar symptoms, and respond well to manganese treatment. In most of 
these plants the leaves are mottled from retention of the green colour longer near 
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the veins than farther away, and there are necrotic spots in the yellowed or 
chlorotic areas. In some, the spots may be larger, and deep reddish or purple 
anthocyanin-like blotches occur. 


Causes of Manganese Deficiency Symptoms in Plants 

It would seem that disease due to manganese deficiency, like that due to 
boron deficiency, sometimes results from an actual scarcity of the element in the 
soil within the root range of the plant, and sometimes from the manganese being 
present in a form which the plant cannot utilise. In this last type of deficiency, 
which is the common form in England, there is a certain similarity in the soil 
conditions under which it occurs and those under which deficiencies of iron and 
zinc occur, and there have been several reports of deficiencies of two of these 
elements occurring simultaneously. Grey speck has been found to be accentuated 
by large quantities of lime, humus or colloids, by the application of nitrates or 
alkaline phosphatic fertilisers, and by drought. Acidification of the soil with 
sulphur is effective in the prevention of grey speck and allied diseases where the 
soil is not actually deficient in manganese, and is recommended in England in 
preference to manganese applications, in many such cases. Presumably local 
acidification, water-logging, and reducing materials increase the availability, by 
reducing manganese dioxide. The effects of over-liming appear to depend in 
part on the fact that the oxidation of manganous salts proceeds more rapidly an 
completely in alkaline solutions. Where the original reserve of total manganese 
is relatively high a considerable time may elapse before injury from liming is 
visible, but if reserves arc low the symptoms soon develop. 

The liming of acid fen soils and certain other types of soil in England carries 
with it the risk of inducing manganese deficiency. So, also, the ploughing-up 0 
grass-land on calcareous formations where the turned-over sod provides a humus- 
rich layer in association with excess of calcium has been followed bv severe 
outbreaks of manganese-deficiency diseases. . 

It has been suggested that the effects of an absolute manganese deficiency 
are aggravated by certain bacteria or moulds in the roots. 'I he occurrence 
affected soils of bacteria capable of precipitating soluble manganese compoun^ 
into insoluble oxides is also believed by some to play an important part in 
etiology of the disease (,9) . 


ZINC 

It may be that little would yet be known of the injurious effects of a 
of zinc upon the health of certain plants were it not for fortuitous 0 ser ' a . 
reported in 1932, first on the treatment of ‘ rosette * or ‘ little leaf ’ of apple an 
fruit trees in California by soil applications of ferrous sulphate, and a it c 
on the effect on ‘ pecan rosette ’ in Louisiana of injecting ferric salts into t e . 
or spraying the green parts with iron sulphate. These showed that t e e^ 
results obtained were due to small amounts of zinc contained in t e iro 
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The clue was immediately followed up and control of the diseases secured by 
the use of zinc compounds. Tests were at once made of the effect of zinc on the 
well-known ‘ mottle leaf ’ disease of citrus trees in California, since some of the 
symptoms of this obscure disorder resemble those of* little leaf ’ in deciduous fruits, 
and success in the treatment of mottle leaf in oranges and lemons by soil applica¬ 
tions of zinc sulphate was reported in 1933. 

Mottle leaf or ‘ frenching ’ of citrus has been known in the United States since 
a very early date. Apple rosette was described as a specific and prevalent disorder 
in the inland regions of Washington State in 1923. Pecan rosette was first recog¬ 
nised about 1900 and intensive studies on it were carried out for many years 
with disappointing results. Little leaf or * Californian yellows ' of the stone 
fruits, peach, apricot, and plum, was also well known in California for many 
years. In a study of ‘ walnut yellows ' or * little leaf ’ published in 1928 it was stated 
that this disease, the little-leaf disease of stone fruits, pecan rosette, and mottle 
leaf of citrus formed a group of physiological tree diseases in California probably 
all due to the same cause and correlated in some way with the base relationship 
in the soil. Little-leaf or mottle diseases of apple, grape, avocado-pear, rig, and 
cherry in California and Washington were later included. 

Mottle leaf in citrus trees has, as its main symptoms, a wrinkling and pale 
yellowish-green mottling of the leaf, contrasting sharply with green bands along 
the main veins, followed by desiccation and leaf drop. On severely affected trees 
the leaves are small, pointed, and narrow, and the fruit is small, hard, and dry. 
Bud development and tissue differentiation at the growing point are delayed. In 
the pale leaf areas the cytoplasm of the cells is reduced and the few undeveloped 
chloroplasts tend to collect at one pole of the cell. Photosynthesis is feeble in the 
palisade cells, which are often divided transversely, but starch formed elsewhere 
tends to accumulate in the spongy parenchyma which seems to be incapable of 
utilising it. Leaves on the south side of the tree arc usually more mottled than 
those on the north, and culture experiments showed that the mottling varied 
directly with the light intensity. After treatment with zinc, normal chloroplasts 
are produced, and there is a striking improvement in growth; the xylem cylinder 
of twigs 14 months old on the treated trees in one set of experiments averaged 
518 5 /x in diameter against 381 *3 /x on untreated twigs of the same age. 

The best and safest method of applying zinc compounds to citrus trees appears 
to be by spraying in concentrations equivalent to about 1-15 lb. zinc to 100 gallons 
water. Zinc sulphate or zinc oxide may be used, and it is advisable to add hydrated 
lime or soda ash to the former or to combine the latter with lime-sulphur. Dusts 
have not given complete control and soil applications have caused injury to the 
trees and, in California at least, have proved expensive, since most of the soils 
have so high a fixing power for zinc that heavy applications are necessary. In the 
Southern Hemisphere striking improvement in mottled orange trees resulted 
from the application in mid-September of a spray consisting of 10 lb. zinc sulphate 
(23 to 25 per cent, zinc), 5 lb. hydrated lime, with a little spreader, in 100 gallons 
water. A similar treatment at a corresponding period (March) in California 
gave an increase in yield of oranges of about 6 5 per cent, in the same season and 
of 24 per cent, the following year, while in grape-fruit the same treatment at the 
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beginning of blossoming is reported to have increased the total yield in bad cases 
by several hundred per cent. 

Mottle leaf of citrus, also sometimes termed ‘ foliocellosis ’, is known in almost 
all citrus-growing countries. In Western Australia observations suggest that the 
incidence of citrus anthracnosc (Colletotrichum gloeosporioides) is correlated with 
that of mottle leaf. 

Apple rosette is marked in advanced cases by the dense cluster of small, narrow 
yellowish leaves at the tips of the twigs, the rest of which is bare. The new growth 
is spindling, with narrow crotch angles ; the internodes at the tips are much 
shortened and there may be a production of short lateral shoots lower down. 
Die-back of these and of the rosetted twigs may follow in a few' months. In the 
earlier stages the chief symptom is a yellowish-green mottling of the foliage. 
Pears may be similarly affected, and indeed no clear distinction can be drawn 
between the symptoms formerly classified under ‘ little leaf disease ’ in stone fruits 
(peach, apricot, plum, and cherry) and ‘ rosette * of pome fruits. In the Western 
Cape Province of South Africa, apple, pear, apricot, and plum all show similar 
symptoms, the disease being far more destructive than the equally prevalent 
manganese-deficiency disorder in the same area (,5) . 

Cytologically and histologically these diseases arc characterised by inhibition 
of development or by destruction of the chloroplasts, sometimes with a lack of 
differentiation of the tissues in the affected parts of the leaf, especially those most 
intensely illuminated. Affected cells may have very scanty contents. In the apica 
meristem, cell multiplication is inhibited, and there is premature vacuolisation 
and polarisation, with an accumulation of phenolic materials in the vacuoles, n 
the apricot and peach, gums were present in senescent leaves while tannin was 
increased in the dwarfed leaves. It is suggested that the oxidation processes in 


the cells are impeded by zinc deficiency. . 

Treatment of rosette and little leaf is on the same lines as that of mottle lea . 
Old, affected stone fruits may require spraying with higher concentrations (50 • 

zinc sulphate per 100 gallons if severely affected, 25 to 30 lb. if less so), app* ,e 
just before the buds swell. Young trees can be given the same treatment during 
dormancy or the foliage may be sprayed 4 to 6 weeks after it appears with 1 
25 lb. zinc sulphate, plus one-third as much hydrated lime, in 100 gallons watc • 
In Florida good results have followed zinc sulphate-lime sprays on P eaC . * J 
using a 5-2100 formula (,4) . Stronger solutions, up to 10-15-100 may be requir^ 
to correct severe cases in avocados ,22) . Treatment by injection into the '' 00 
round the base of the trunk or by driving zinc tacks into the wood, as is sometime* 
done with iron nails in iron-deficiency chlorosis, has also given good resu s 
some fruit trees, lasting throughout several seasons. Dust and soil app >ca 1 
are less satisfactory. In Queensland good results against little leaf in apples in ^ 
first season were only obtained from dormant spraying, with 50 lb. zinc su 
per 100 gallons water, none of the other treatments giving a positive result q ul 
enough to affect the growth in the same season. In South Africa also t e ^ 
results on pears were given by dormant applications. Good controls of 1 ^ 

in grape vines in California was obtained by swabbing with a solution o ^ 
zinc sulphate in 1 gallon water immediately after pruning, as is done wit 1 
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sulphate against the vine chlorosis due to iron deficiency ; this treatment was 
less effective in fruit trees. 

Little leaf or rosette has been reported in deciduous fruit trees from Australia, 
New Zealand, South Africa, Southern Rhodesia, the Argentine, and Hungary, in 
addition to the United States. 

Pecan rosette was one of the first of this group of disorders to be described. 
As in apple rosette, its chief symptom is the development of small, crinkled, 
brittle, yellowish-mottled leaves with short petioles, clustered at the ends of the 
branches. In slight cases, or early stages, yellow mottling with prominent veins 
on the young leaves at the tip of the shoots may be the only symptom. In advanced 
cases there is considerable reduction in growth, the leaves are deformed, and 
the affected branches die back during the late part of the growing season, the same 
fate overtaking the secondary growth which is put out from dormant buds lower 
down. The nuts on affected branches are small and misshapen. At first only a 
part of the tree may suffer. Different varieties show rather different symptoms, 
some having more leaf necrosis and die-back, others more chlorosis and mal¬ 
formation of leaves and fruit. 

The histological changes in affected pecan leaves vary, but may include hypo- 
plasy and reduction in differentiation of the tissues and smaller intercellular 
spaces. In the centre of the yellowish areas, chloroplasts are almost absent and 
the translocation of starch from affected leaves seems to be inhibited. 

Walnut ‘ yellows ' in general resembles pecan rosette, but there is a downward 
curving of the petioles of the leaves and the leaflets arc similarly curved. 

Both these nut-tree diseases, reported from the United States, are now satis¬ 
factorily kept under control by treatment with zinc compounds, though pecan 
rosette has in the past led to the abandonment of hundreds of acres. Pecan 
rosette is also known in Australia. 

The disorder of tung trees (Aleurites fordii and A. Montana) known as' bronzing ’ 
in Florida was regarded as of minor importance in the early days of the cultivation 
of these trees, but became increasingly prevalent and severe as time elapsed. The 
first visible symptom is a bronzing of a few or many leaves, coupled with a deforma¬ 
tion of the terminal ones on the twigs. The leaves become progressively smaller 
and more malformed and may be crowded into rosettes. The colour deepens to 
dark bronze and parts of the leaf blades die, leaving a ragged appearance. Control 
by zinc sulphate has been effective, whether applied to the soil or used as a spray. 
Besides Florida and Louisiana, ‘ bronzing ’ of tung trees has also been reported 
from South Africa. A few cases of disease symptoms ascribed to zinc deficiency 
have been reported in forest and shade trees, both conifers and broad-leaved 
trees. 

In herbaceous plants records of zinc deficiency, so far, arc scanty, but pot- 
culture work and some field studies indicate that more are to be expected. Thus, 
though the effects of zinc deficiency have not been observed in potatoes in the 
field in Holland, characteristic symptoms have been produced in cultures. In 
Queensland, a pineapple disease known as ‘ crookneck ’ responded favourably 
to treatment with both copper and zinc, but the former when used alone only 
delayed the symptoms, whereas when zinc was added to the copper they were 
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prevented. In South Australia, many light soils that are deficient in copper show 
a less important deficiency in zinc, the crops affected including oats (3) . Symptoms 
of zinc deficiency are stated to be visible in beans, cowpeas, millet, and other 
plants in Florida, and the serious disease of maize known as 4 white bud ’ in the 
same State has been cured by applying 10 to 20 lb. zinc sulphate (89 per cent.) 
per acre. White bud has been experimentally induced in maize by growing the 
plants in soil from a peach orchard severely affected with little leaf and was 
prevented when zinc sulphate was added to the soil. It is marked by a white 
to very pale-yellow coloration of the unfolding buds of seedlings and a chlorotic 
streaking and spotting of the older leaves. 


Causes of Zinc Deficiency Symptoms in Plants 

Soils usually contain very little zinc but what little there is appears to be essential 
for the proper development of plants, though plants seem to vary widely in their 
requirements for this element. As in so many of the other essential trace elements 
the amount available to the plant is more important than the total soil content. 
Soluble zinc is readily leached from open sandy soils but becomes partly fixed 
in clay soils or those with a high humus or marl content. Phosphates increase the 
fixation of zinc. 

There is some evidence that soil micro-organisms may be responsible for 
rendering zinc unavailable to plants ; bacteria have even been isolated from affected 
soils which, when added to a complete culture solution containing sufficient zinc 
to give a healthy growth (0 023 p.p.m.), caused white-bud symptoms to appear 
in maize. Increasing the zinc to 0 046 p.p.m. or injecting zinc sulphate into the 
stem prevented the symptoms. 


COPPER 

Among the group of crop disorders which became increasingly prevalent in 
Germany, Scandinavia, and Holland owing to the active measures taken during 
modern times to reclaim peat moor, swamp, and polder soils, that which eventually 
became widely termed * reclamation disease ’ is one of the most important. Know¬ 
ledge of these diseases is largely due to the fine work of soil scientists and biologists 
in Holland. In that country, though the diseases themselves had been recognised 
earlier, it was first clearly established between 1923 and 1925 that there was a 
sharp distinction between the three main physiological diseases of crops cultivate 
on alkaline or acid-reclaimed or poor soils, namely, the Veenkolonialc disease 
(grey speck), controllable by manganese, the Hooghalen or 4 soil acidity ' disease, 
now known to be associated with deficiency of magnesium, and the black-peat 
disease, or Ontginningsziekte (Urbarmachungskrankheit, or 4 reclamation disease 
of Germany). A similar conclusion as to the distinctive character of the three 
diseases was reached in Germany in 1925. 

In Germany reclamation disease has been long known in oats under the name 
Weiss-seuche ; it is found in the north mostly on podsolised acid dry peats over- 
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lying sand, with ling (Calluna vulgaris) as the dominant plant. Low-lying swampy 
bogs or marshes, however, are not immune, nor is there any close correlation with 
the peat-forming plant association. In Holland the ‘ black peat disease ', as it 
was at first termed, was described in 1923, when it was stated to be confined to 
peat soils reclaimed from moors and heaths ; these peats were mostly black and 
amorphous, sometimes, with up to 30 per cent, humus, and, as in Germany, both 
dry sandy moors and marshy bogs or swamps were eventually found to be affected. 
In Denmark the disease was at first restricted to reclaimed Calluna heaths in 
Jutland. Both in northern Sweden and in Poland extensive reclamation schemes 
undertaken about 1924 showed early signs of similar trouble, not only in the cereals 
but also in the meadow and pasture grasses that were established on the reclaimed 
peat; these included timothy ( Phleum pratense) in both areas, and Poa trivia/is 
and Agrostis stolonifcra in Sweden; Norway, France, and Switzerland have also 
reported the disease, and it is hardly likely that it is absent from Great Britain. 

By 1937 it was estimated that the soils liable to reclamation disease covered 
50,000 hectares in north-western and eastern Germany, the provinces affected 
being mainly Schleswig-Holstein, Hanover, and Oldenberg but lesser areas 
being found in the Lower Rhineland, Westphalia, Mecklenburg, and elsewhere. 
As soils in north Germany, known to have been under cultivation for 80 years, 
were found clearly affected and similar trouble was reported on land cultivated 
for 300 years, while in Jutland the cases were seen in land reclaimed 20 to 50 
years earlier, the term 4 reclamation disease ' docs not imply that the trouble is 
only to be expected on newly reclaimed land. 

Wheat, barley, and oats arc all susceptible, but reclamation disease is seen 
most frequently on oats as the cereal most commonly grown on these peat soils. 
The moderately susceptible crops include swedes, turnips and other cruciferous 
crops, carrots, field peas, broad beans (Vicia /aba), certain grasses, lucerne, and 
red clover (Trifolium pratense). Potatoes, mangolds, some pasture grasses, and 
white clover (T. repens) are resistant, while rye is the least liable of the cereals, 
winter rye usually showing no symptoms until the spring, while spring-sown rve 
may escape altogether. 

In cereals the chief symptoms of reclamation disease is a whitish or yellow- 
discoloration of the tips of the leaves. In oats the tips and edges of the leaf tend 
to be whitish and papery, and affected fields show a pale shimmer from which 
the old German name of Weiss-seuche was derived. Unlike grey speck, the 
symptoms of which are most evident in the juvenile stage of the crop, reclamation 
disease reaches its height as the plants mature. No symptoms may be visible 
before 4 to 6 weeks or the early leaves may show a greyish-white to reddish-brown 
colour and dry up prematurely. In barley the discoloration of the leaf tips is more 
yellow, hence the names * Gulspidssygen ' (Denmark) and 4 Gulspetssjuka ’ 
(Sweden), both meaning 4 yellow tip disease Wheat and rye resemble oats, the 
leaves of wheat showing pronounced elongated white strips. In all the cereals 
turgor is reduced and there is an increase in the straw-to-grain ratio. In oats the 
glumes are loose, whitish or brown, under-developed and unravelled. In severe 
cases panicles are not formed : if formed they carry few and light grains. A 
notable feature of affected oats is the excessive tillering due to the production of 
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fresh green shoots from lateral buds ; these may continue to form even in the 
stubble, but they come to nothing. In mild cases affected cereals may have few 
leaf symptoms but the ears tend to be ‘ deaf ’ and the grain-to-straw ratio is 
reduced. 

Red clover, which is severely damaged, shows pallor of the leaves sometimes 
accompanied by a dry, brown spotting, spreading inwards from the margins, with 
abnormally large basal leaves and loose, scanty, flimsy heads, developed later than 
usual. Swedes and turnips are markedly stunted, with large yellowish-white 
patches spreading inwards from the leaf margins. In peas the symptoms are 
somewhat similar, the basal leaves first showing a yellowish discoloration, after 
which those at the tip wilt and shrivel. Broad beans have less marked symptoms, 
the onset of which is more gradual than in peas. In timothy grass the leaves dry 
up before flowering occurs ; permanent pasture grasses, however, seem to be 
slower than annual crops to show the ill-effects of reclamation disease, presumably 
because their more gradual development fits them better to use small amounts of 
necessary nutrient elements, though a tendency to the gradual dying-out of the 
more desirable pasture grasses in certain reclaimed soils has been attributed to 
this disease. 

In the low-lying raw peat soils of the Florida Everglades, as well as in marsh 
soils in Russia, failure of various crops from causes that seem to be identical with 
those inducing reclamation disease have been reported. In the Florida soils it 
proved impossible to grow a wide variety of crops until the copper treatment was 
introduced. 

Another large area in which cereal and other crops suffer from a disease due 
apparently to the same cause as reclamation disease in Europe occurs in South and 
Western Australia. It was described in 1938 as affecting wheat, barley, and oats but 
not rye, on alkaline, calcareous, blown-sandy soils, in South Australia. The leaves 
of the affected plants droop, there is much withering, curling, and dying off of the 
tips, and if heading occurs at all the ears fail to mature. Improved pasture grasses 
that were under test on these soils were also much injured, and trials with lettuce, 
turnips, and broad beans gave a poor stand and much reduced yields. In Western 
Australia a very severe form of the disease was reported in 1940, on marly pea* 
soils, acid swamp soils, and sandy brown soils. In these areas it is not uncommon 
to find cereal cultivation quite impossible without treatment, and tests showe 
that the yield of potatoes and various truck crops was also reduced. In certam 
of the marly soils manganese is also deficient, as is seen especially with potatoes • 

At first, the control measures recommended against reclamation disease include 
the application of clay which, at the rate of 100 cubic metres per hectare, g a%e 
good results and was strongly advocated in Sweden, and heavy dressings of ur an 
refuse or compost, with or without sewage, which were effective in Holland. n 
1925, however, it was reported in Holland that great benefit followed the applica¬ 
tion to affected peat soils of copper sulphate, and tests of this treatment in all t e 
affected areas rapidly substantiated this claim. Tests over a number of years m 
northern Europe indicate that reclamation disease in oats can be prevente 
soil applications of 50 to 100 kg. copper sulphate per hectare, the heavier amoun 
being advocated in Holland if the soil is rich (over 8 per cent.) in humus. n 
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Germany the standard rate of application seems to he 100 kg. per hectare, and in 
1937 it was calculated that adequate treatment of the area liable to reclamation 
disease would requircan annual consumption of 1,275 metric tonsof copper sulphate. 
In Denmark the application of 50 kg. per hectare is recommended, increased 
yields of barley and oats averaging about 500 kg. per hectare having been obtained 
from this treatment in a series of 249 experiments ; it was reported in 1934 that 
the disease was waning in Jutland as a result of treatment with copper sulphate. 
In Sweden the oat yield was trebled w ith an application of 100 kg. copper sulphate 
in 1936, and the fertiliser recommended for use on reclaimed peat is 200 kg. 
superphosphate, 150 kg. potash, 200 kg. sulphate of ammonia, and 100 kg. copper 
sulphate, which is stated to have proved notably successful in securing good crops. 
Lesser amounts of copper sulphate (20 kg. per hect.) have proved adequate to 
check the loss of the meadow grasses on reclaimed peat bogs in Poland, while in 
Western Australia, where the soil conditions under which the disease occurs may 
be very different from those in Europe, 15 lb. copper sulphate per acre has proved 
sufficient to give a crop of 25 bushels of wheat per acre where none was harvested 
without treatment ; larger applications or the addition of manganese, zinc, or 
magnesium to the copper did not appreciably improve the results. In further 
experiments in Western Australia quite good results have been obtained with only 
5 lb. copper sulphate per acre w hen used with 1 cwt. superphosphate. ^ ields of 
potatoes and truck crops were also improved by this treatment. The beneficial 
effects of copper sulphate applications have been observed in Denmark and 
Germany to last for three or four years. 

More recently an effort has been made in Germany to replace valuable copper 
sulphate by relatively worthless low-grade, copper-containing ores and slags. 
Large quantities of these are required, up to 900 or 1,000 kg. per hectare, as the 
copper content of some that were tested was only 0 41 per cent. Other elements 
present included zinc (19 per cent.), manganese (0 33 per cent.), and magnesium 
(0-50 per cent.), all of which might be useful, but the presence of 014 per cent, 
lead suggests that their employment may not be free from danger. 

Marked varietal resistance to reclamation diseases has been observed in oats 
and barley. Black oats as a class are more resistant than the white, and several 
varieties are known which can be cultivated satisfactorily on soils liable to the 
disease ; these include some that have been bred specially for moorland cultivation 
in Sweden, Germany, and Holland, and that also resist grey speck, as well as the 
American Black Mesdag. Avena strigosa is very highly resistant. There is some 
indication that resistant varieties are capable of extracting more copper from the 
soil than susceptible ones but none that the copper requirements of the two 
categories of plants differ. Some of the resistant varieties have given better yields 
without treatment than can be obtained from good susceptible varieties given 
heavy applications of copper sulphate. In barley the 4-rowed types include some 
that are resistant to reclamation disease. 

Histologically copper-deficient oats in Western Australia were found to have 
a thin-walled epidermis with poorly developed cuticle, thin-walled unlignified 
cells with few fibres in the cortex, and thin-walled bundle-sheath and pith cells. 
The leaf mesophyll was less differentiated than normal, with small and compact 



PT. I 


316 GENERAL PRINCIPLES 

cells. Hairs were reduced in number on the leaves and roots. In the yellow 
areas the chloroplasts were disintegrated and the cells contained brown tannin-like 
bodies. 

A chlorosis of deciduous fruit trees curable by soil applications of copper 
sulphate at the rate of { to 2 lb. per tree was reported from South Africa in 1932. 
Peach, apricot, and plum trees showed a marked yellowing of the leaves, the 
interveinal areas of which were very pale green to bright yellow. Terminal growth 
ceased and rosettes formed at the tips of the twigs, which then died back, while 
lateral buds sprouted lower down. Little or no fruit was borne. In apples, chlorosis 
was often absent but the other symptoms were marked, while pears showed 
scorching of the apical leaves and dic-back. The soils affected were deep, acid, 
sandy or sandy-loam, with a varying (poor to rich) humus content. The chlorosis 
was reported in 1934 to be very severe in peaches but was remedied by doses of 
copper sulphate sufficient to give 20 p.p.m. copper in the soil. 

In Western Australia a similar apple disease known as ‘ wither tip * or ‘ summer 
die-back ’ has been known for many years, chiefly in orchards on leached soils or 
those ordinarily carrying Eucalyptus divcrsicola forest. Soil applications of 2 lb. 
copper sulphate per tree, as well as trunk and branch injections and spraying the 
leaves with copper compounds effected a marked improvement; zinc and 
other elements tested were ineffective. 

In California, Bartlett pears are very prone to a disease termed exanthema, 
though in its general symptoms it resembles the dic-back disease of South Africa 
and Australia more closely than the better-known exanthema of citrus. The 
terminal leaves and shoot tips die back, necrosis (marked by brown-orange stria- 
tions) starting at the tip and margins of the leaf and extending inwards. By the 
end of the summer three-quarters of the current year’s growth may be killed, and 
eventually the trees have a dense bushy appearance due to proliferation of dor¬ 
mant buds. Little or no fruit is borne. Affected trees respond rapidly to soil 
applications, injections, or sprays with soluble copper compounds, other heavy 
elements being ineffective. Analyses showed that the affected trees were deficient 
in copper. Apples are also affected in California, the symptoms being similar to 
those on pears. In plums, exanthema has been reported from California and 
Australia, the disease in this fruit more closely resembling exanthema in citrus 
in that, besides the die-back and resulting growth habit, gummosis is a marked 
feature. Olives arc also affected in California, and avocados in Florida. 

Exanthema in citrus was described from Florida as far back as 1896 and has 
since been recorded from almost all citrus-growing countries. As early as 1 9 1 7 
the beneficial effect of copper salts on the incidence of the disease in Florida was 
reported, while in Western Australia it was stated in 1925 that favourable results 
followed soil applications of copper sulphate, the spraying of the leaves with 
Bordeaux mixture and the introduction of copper sulphate in solution of 1 oz. 
to the gallon through the roots, though considerable injury was caused to the trees 
by the latter treatment. In New South Wales, where the disease has been known 
since 1909 and was regarded as the most important citrus disease of the coasta 
regions, both Bordeaux mixture spraying, and soil applications of copper sulphate 
given in 1927-8 practically cured the disease. Investigations reported from Cali- 
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fornia in 1935 showed that the leaves of affected citrus trees contained less copper 
than normal and that the disease occurred in soils deficient in copper. 

The changes induced by copper deficiency are more remarkable in citrus than 
in any of the other plants in which it has been studied. The dominant symptom 
is a widespread gummosis : gum pockets form in the young shoots and cause 
blister-like swellings from which an amber-coloured gum exudes, gum-smears 
show on the stems and brown gum-soaked areas develop in the fruit, which often 
remains pale yellow. With the gummosis are associated deep-seated leaf changes, 
many affected plants producing 4 giant ' leaves here and there and the foliage 
assuming a deep-green colour, though some leaves show considerable chlorosis or 
‘ frenching Affected trees are stunted, the shoot internodes are shortened, a 
bushy growth of lateral dormant buds takes place, and there may be considerable 
die-back and fruit drop. Severely affected trees may produce no marketable 
fruit year after year. 


Causes of Copper Deficiency Symptoms in Plants 

As in the other deficiency diseases already discussed, there is evidence that, 
while there may sometimes be an actual deficiency of copper in the affected heath 
moor soils, the element is often present but unavailable, especially in marshy 
soils. There is no doubt that the copper content of affected cereals is lower than 
normal, and in Holland livestock on affected pastures or fed with hay from them 
suffer from ‘ licking disease ’ which is alleviated by providing copper sulphate 
‘ licks \ Fixation of copper is known to be high in heath soils and appears to depend 
on some humus constituent, though fixation by bacteria has also been suggested <*' K 
From the black peats (‘ gliede ’) of Holland an organic substance termed ‘ gliedine * 
has been isolated which, when added to soil in which healthy oats and peas were 
grown, produced typical symptoms of reclamation disease. It has been suggested, 
however, that gliedine acts not by poisoning but by fixing copper. A method of 
measuring approximately the availability of copper in soils has been based on the 
colour changes produced in the spore heads of Aspergillus niger by varying amounts 
of copper; if an adequate quantity is present, the heads are black, but they change 
to brown and yellow as the amount of available copper gradually diminishes. 
That reclamation disease is due to actual copper deficiency in the crop is supported 
by analyses, by the results of water cultures which showed that the symptoms could 
be produced when copper was withheld, by the beneficial effect of applying 
soluble copper compounds directly to the foliage, and by the fact that no crop 
injury results from adding 100 kg. copper sulphate per hectare to humus-rich 
moor soils with a high power of fixing copper, whereas even 50 kg. may cause 
injury on sandy moors low in humus. 

Copper deficiency disorders appear in northern Europe to be more closely 
restricted to certain soil types than those due to deficiencies of manganese or 
magnesium. Reports generally agree in associating reclamation disease with 
colloidal or amorphous types of peat, especially those that tend to be saturated in 
winter and dry out in the summer. The beneficial effect of clay, which has not 
been called into question, may depend on some alteration in the physical properties 
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of the soil, and the suggestion has even been made that copper sulphate acts not 
by correcting a copper deficiency but as a coagulant of the peat colloids, so that 
the capillary system of the soil is opened and the movement of the soil moisture 
is facilitated. Green manuring and improved tillage are advocated in Germany 
and may have similar effects. Another hypothesis advanced to explain the action 
of copper is that it regulates the oxidation-reduction potential of the soil by acting 
as a catalyst to activate oxidation. In the absence of an oxidation activator the 
reduction processes in the types of soil affected by reclamation disease may lead 
to the accumulation of toxic substances (e.g. ferrous iron). Soil reaction is not 
an important factor, but there are many reports that liming promotes reclamation 
disease. 

While the action of copper on the soil and in the plants suffering from re¬ 
clamation disease is not yet clear, the necessity for available copper seems to have 
been established by the characteristic symptoms produced in oats, beet, and other 
plants by growing them in water or sand cultures without copper and their cure 
when copper was added. It has been suggested that copper is necessary for the 
formation of chlorophyll in sugar beet. 


MAGNESIUM 

Of the three main diseases intensively studied in Germany and Holland from 
about 1922 onward, as a consequence of the attention being given to the cultivation 
of poor or reclaimed soils, that termed ‘ Hooghalcn * disease in Holland and soil 
acidity disease in Germany was the last to be associated with deficiency of a par¬ 
ticular element in the soil. Manganese and copper were established as the elements, 
deficiency in which led to the development of grey speck and reclamation diseases 
respectively, before there was any suspicion that the so-called soil acidity disease 
was also a deficiency disorder, the element involved being magnesium. 

Soil acidity disease began to attract attention in Germany in 1920 and was 
described in 1923. Coincidentally it was reported as a new disease in Holland. 
In 1931 magnesium deficiency was recognised in Germany to be responsible for 
a diseased condition of cereals, and in 1932 the similarity of the symptoms of sou 
acidity disease in that country and of those of the tobacco and maize disease 
termed ‘ sand drown ’ in the United States was pointed out. Work in the United 
States had previously established that 4 sand-drown ’ was a magnesium-deficiency 
disorder. 

The symptoms of the soil acidity disease in its most typical form on cereals are 
characteristic. The foliage is of a distinctive yellowish-green or livid colour, 
with longitudinal pale green to white mottling of the leaves between the veins, 
the resulting striations resembling the stripes on the skin of a tiger. The lea 
tips are often reddened and in-rolled ; in rye the mottling may be yellowish to 
brownish, and the whole blade may fail to unfurl, so that newly formed lea\cs 
are held tightly enclosed. Reddening may also occur at the base of the hau m 
and in the centre of the nodes. The roots are elongated and have few root hairs. 
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The disease is most evident in Holland in light acid soils. Most of the soils 
in which magnesium deficiency symptoms have been encountered are easily 
leached, and it is probable that an actual deficiency of magnesium rather than its 
unavailability to the plant is involved, though the antagonism of other ions in the 
soil may play a part. Complete control of the Ifooghalcn disease by soil applica¬ 
tions of 80 kg. magnesium sulphate per hectare has been reported. 

Grain crops have been reported in New Brunswick to suffer from a similar 
disease, and control has been effected in certain cases by soil applications of mag¬ 
nesium sulphate. In the United States maize was one of the first crops observed 
to suffer from sand drown, the symptoms being more like those reported in cereals 
suffering from soil acidity disease in Europe than those found in tobacco in the 
American disease to which the name ' sand drown ’ was first applied. Applica¬ 
tions of magnesium compounds equivalent to 20 to 40 lb. per acre, according to 
the soil conditions and degree of leaching, gave effective control. In Texas the 
rice disease termed ‘ white tip ’ also appears to show a resemblance to soil acidity 
disease. White chlorotic areas appear at the leaf tips and spread backwards over 
about half the blade, the tip meanw hile drying up. When the flag leaf is affected 
the panicle is held tightly enclosed and has difficulty in emerging ; the ear is 
distorted and sterile or with only few grains. Soil and water cultures of rice 
indicate that similar symptoms result from withholding magnesium, though it 
was necessary to add calcium as well as magnesium (27 p.p.m. of each) in order to 
restore normal growth. 

A chlorosis of tobacco and other crops on light sandy soils liable to heavy 
leaching in the South Atlantic Coastal Plain of the eastern United States was 
described under the name ‘ sand drown ’ in 1922. In tobacco the chlorosis usu¬ 
ally begins at the tip and margins of the older leaves and then spreads inwards and 
downwards and also to the younger leaves. The intcrveinal spaces are blanched 
but the main veins and adjoining area remain green. When ‘ cured ', the leaves 
are dull, faded, thin, light, and lacking in elasticity. 

Sand drown, which has also been reported in Canadian and Nyasaland tobacco 
v crops, is amenable to control by magnesium compounds—the sulphate or chloride 
as well as dolomitic (magnesium) limestone. The amount of magnesium required 
is usually about 20 lb. per acre. Organic manures which contain appreciable 
quantities of magnesium have also given good results. The symptoms have been 
produced in pot cultures deficient in magnesium, but in water and sand cultures 
certain differences have been observed which have led to some doubt whether 
magnesium deficiency alone accounts for the disease, though adequate magnesium 
is certainly essential. The quantity of magnesium that must be present in the leaf 
for normal functioning appears to be about 0 25 per cent, of the dry weight. 

Soya beans were found to suffer from a disease resembling sand drown in tobacco 
and equally amenable to control by magnesium applications, in the same area 
in which the tobacco disease was observed. In this area, and further north, potatoes 
f in acid leached soils have been extensively affected by a chlorosis of the lower 
leaves which in severe cases turn brown and become thickened and hardened. 
A similar disease has been observed in Canada. In eight years’ experiments in 
Maine effective control of this disorder in potatoes was given by magnesium 
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applications sufficient to supply 25 lb. magnesium oxide per acre. In 1934 yields 
were increased by over 30 bushels per acre by this treatment. In Rhode Island 
an increase of 100 bushels per acre with 100 lb. magnesium sulphate was reported 
* n J 934 » an( l was stated that the sulphate, hydrate, or magnesium limestone 
were all equally effective if, at least, the equivalent of 25 lb. magnesium oxide were 
applied. In Canada an equivalent of 20 lb. magnesium oxide has been reported 
to give good results. 

Sand drown has also been found to affect cotton in South Carolina, the chlorosis 
in this crop being followed by the development of a red colour in the leaves. 

A disease of young cabbages and cauliflowers characterised by yellowish or 
yellowish-green blotches between the veins was reported on very acid magnesium- 
deficient soils in New South Wales in 1937. A similar cauliflower disease was seen 
in the United States that year, while at Long Ashton cauliflowers, brussels sprouts, 
and cabbages were affected in 1940 i27 \ In the young seedlings the early formed 
leaves are thick, brittle, and in-curled. In older plants the yellow blotches coalesce 
to form bands between the still green veins, and the affected leaves (usually only 
the lower ones) are stiff, thickened, distorted, and eventually bronzed. These 
leaves are shed and the head (in cauliflower) is much reduced in size. The mag¬ 
nesium content of the leaves was found in Australia to be lower in diseased than 
in healthy plants, and control has been effected in America by heavy applications 
(not less than 300 lb. per acre) of magnesium oxide. 

Magnesium deficiency is considered to be responsible for one of the ‘ yellowing ’ 
diseases to which sugar-beet is liable in northern Europe. Beet grown in soil 
known to be deficient in magnesium in Belgium shows an intcrveinal chlorosis of 
the outer and middle leaves. These symptoms have been produced in sand and 
water cultures deficient in magnesium, the plants dying in about two months 
if the deficiency is severe. Heavy dressings with potash are stated to promote the 
disease. 

Magnesium deficiency diseases also occur in fruit and forest trees. Defi¬ 
ciency in magnesium, as in zinc and copper, is responsible for a characteristic 
disease of citrus trees in the United States, where the magnesium deficiency 
disease is termed ‘ bronzing ’. It begins as a yellow chlorosis of the early spring 
flush of leaves, the youngest leaves escaping discoloration. This changes to a bronze 
colour, which is more pronounced as the magnesium content of the leaves is 
lessened and thecalcium-to-magnesium ratio increased. Thcaddition of magnesium 
to the complete fertiliser used for citrus has decreased the disease. In culture 
work in California it was found that magnesium deficiency in citrus caused a 
yellow striping along the dark-green midrib, followed by a general bronzing o 
the leaf. 


Magnesium deficiency in fruit trees in acid sandy loam soils in England "as 
reported in apples and black currants in 1939 and soon afterwards in plums an 
gooseberries. In apples the pale-green interveinal areas suddenly turn brown 
and dry out. In some cases the foliage assumes a purplish colour. Black curran 
show well-marked patterns, usually in red, on the upper leaf surface. In P ,um 
the chief leaf symptoms are interveinal chlorosis and marginal scorching, fo °" e 
by defoliation. The leaves are very thin and tend to form the absciss la>cr p re 
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maturely; this is probably why the affected apples and gooseberries were found 
to be very liable to spray injury. Older leaves arc always the first to show symptoms. 
These appear in pot cultures if there is less than o 40 per cent, magnesium oxide 
in the dry matter of the leaves, and it may require two or three seasons before 
the beneficial effects of magnesium dressing are evident. Clear indications were 
obtained that magnesium requirements are increased when liberal supplies of 
potassic fertilisers are given. 

In New Zealand, magnesium deficiency has been found to cause a serious 
disorder of apples in acid leached soils. Varieties differ considerably in the re¬ 
sultant leaf symptoms : in some the interveinal spots found usually towards the 
centre of the leaves, progressively from the base towards the tip of the current 
season’s leader, rapidly turn from light or greyish green to purplish or dark brown, 
in others the chlorosis is more like that described elsewhere. Premature defoliation 
follows, so that only a tuft of green foliage is left at the tip of the shoot. This was 
most marked where the trees had been liberally fertilised with potash. Both the 
size and colour of the fruit are diminished. A correlation was established between 
the intensity of expression of the symptoms and a low magnesium content of the 
leaves. Cures were effected by the injection of a 0 25 per cent, solution of mag¬ 
nesium sulphate into the wood. 

In Canada also severe cases of injury to apples from magnesium deficiency 
have been seen in recent years, especially after heavy leaching rains. In some 
varieties the leaves arc marked by wide yellow bands alternating with the narrow 
green ones along the veins. In others, blotches form at the leaf margin and the 
interveinal strips die early ; leaf rolling and defoliation follow. In others again 
the tendency is for the whole leaf to become blanched. The soils affected arc 
dark brown and very acid, with little calcium or magnesium, but while the leaves 
had a low content of magnesium, their calcium was about normal. 

Studies carried out in South Africa by the East Mailing injection technique 
mentioned below, indicate that deciduous fruit trees in the Western Cape Pro¬ 
vince suffer not infrequently from magnesium deficiency. 

In forest trees the only disorder hitherto attributed to magnesium deficiency 
is a 4 yellow tip ’ disease of conifers (pine and spruce) in Germany, reported in 
1937. In pines the needle tips turn reddish brown, in spruce pale or livid green. 
Control has been effected by the application of 180 lb. per acre of sulphate of 
potash-magnesia. 

Causes of Magnesium Deficiency Symptoms in Plants 

Low available magnesium in the soil appears to be seldom found except in 
sandy soils liable to leaching and usually strongly acid. The outbreak in brassicas 
at Long Ashton followed a July rainfall of nearly 8 inches. In the area along the 
Atlantic seaboard of the United States in which sand drown is most prevalent, 
the affected soils have less than 0 2 per cent, of magnesia. The element is a 
constituent of the chlorophyll molecule, but the degree to which chlorosis is 
induced by its lack differs considerably from one species of plant to another. 
Limiting values of 0 25 and 04 per cent, of the dry matter of the leaf have been 
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given for different plants. 'Pests of 17 crops in Massachusetts reported in 1935 
indicated that buckwheat and spinach were the most sensitive, followed by turnips, 
mangolds, maize, and tobacco. Clover and potatoes were stated to be less affected, 
but water and sand cultures in Holland showed that magnesium deficiency caused 
very severe symptoms in the latter crop, the older leaves varying from almost 
pure white to pale yellow according to the scarcity of the element. Sand cultures 
of a wide range of greenhouse ornamentals showed that, in general, magnesium 
deficiency causes reduced rate of growth, chlorosis of the older leaves, yellowing 
followed by abrupt necrosis of the interveinal areas, with puckering and shedding 
of the leaves in some species, a scarcity of roots, and poor coloration of the flowers. 

There have been a few reports of increased susceptibility to fungal diseases 
(e.g. Septoria nodorum in wheat) as a concomitant of magnesium deficiency. 


SULPHUR 

Very few cases of symptoms of disease attributable to sulphur deficiency have 
been reported and only one of these, that affecting tea in Nyasaland, has been 
studied in any detail. 

Tea growing in dark-brown friable soil of latcritic origin in Nyasaland was 
reported in 1927 to be suffering from a disease, 4 tea yellows ’, which was at first 
attributed to Botryodiplodia theobromae. The rainfall in the affected areas varies 
from about 60 to 100 inches annually, and heavy falls, amounting to as much as 
8 inches in twenty-four hours, sometimes occur. Analyses indicate that the 
affected soils arc not inferior to good tea soils in other countries. 

Fields suffering from the disease are recognisable by their yellowish appearance, 
due in the early stages to the development of a pale-green to yellow interveina 
mottling of the leaves, separated by a network of green veins. The progress o 
the disease is slow : the yellowing becomes more generalised, though the green 
veins remain prominent for a considerable time ; the leaves are reduced in size, 
narrowed, with upturned edges, stiff and brittle ; their tips and margins ma> 
become necrotic and turn dark brown. The internodes are shortened, the shoots 
become thin and weak, and severe defoliation sets in until often only the younges 
leaves are left as tufts at the end of the twigs. At the same time lateral buds lower 
down proliferate into stunted shoots with very small yellow leaves. A progressive 
dic-back occurs and death of the bush may follow in a few years after the nrs^ 
symptoms arc seen, or the defoliated bushes may survive with the production o 
weak basal shoots for a considerable period. The lateral feeding root system o 
young plants is often poorly developed, especially in the upper layers of t e soi , 
but the older bushes show little disorganisation of the roots except that in sever 
cases they are usually depleted of starch. e 

Histologically, the small yellow leaves of affected shoots show an arres 
development; their palisade cells are poorly differentiated and the ™ CS ° P ' j 
consists of crowded, rather uniform cells, with thin walls and much re u 
intercellular spaces. In the chlorotic early stages, the chloroplasts are re uce 
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size and number, and they degenerate completely in the later stages. 

After it was shown that yellows was not due to fungal infection, tests with 
fertilisers were carried out. These indicated that no benefit resulted from the 
ordinary nutrients, nitrogen, phosphorus, and potash, but that when sulphates 
were present recovery was initiated. Further investigation established that sulphur 
applied either alone or as the sulphates of ammonium, potassium, sodium, or 
magnesium always effected a marked improvement, badly diseased plots giving 
as much as 85 per cent, improvement after treatment. Applications of sulphur- 
containing fertilisers to virgin soil in this area resulted in the establishment of 
uniformly healthy bushes, whereas without treatment an average of 36 per cent, 
yellowed plants was found, in particular fields examined in 1931, after the first 
year’s growth. 

Water cultures confirmed these results. Exactly similar symptoms to those 
observed in the field appeared when sulphur was withheld. Leaf analysis indicated 
that the chlorotic leaves, especially the younger ones, contained less sulphur than 
the healthy. Nevertheless the soils concerned do not appear to be seriously deficient 
in sulphur, as those examined contained on the average 0 031 per cent., which is 
within the range normally found in the soil. The action of sulphur applications 
in the control of the disease, therefore, is as yet unexplained. 

Since the use of sulphur-containing fertilisers has become general in the areas 
affected, the ' yellows * disease of tea (which has also been doubtfully reported 
from Tanganyika) has ceased to be a serious trouble in Nyasaland. 

Tests with tobacco, which is extensively cultivated in Nyasaland, showed that 
it is also subject to the yellows disease when grown in the affected tea areas, and 
that applications of sulphur prevented the disease. In the United States an unusual 
form of yellowish, apical chlorosis of the upper few leaves of topped tobacco plants, 
observed in 1934, is tentatively attributed to the same cause (i6) . The disease 
occurs in hard, cracked, hilly soils subject to erosion. Affected leaves show a 
greyish-yellow discoloration of the tips, sometimes extending well down along 
the margins ; in these cases the sulphur content of the tissues was reduced, 
the magnesium, phosphorus, and calcium being also low. On ‘ curing ’, the 
colour turns chamois yellow, or honey yellow, instead of the normal brown. 
Another possible case of sulphur deficiency has been reported in rice in Burma, 
where yellow stunted plants were restored to normal health when treated with iron 
or copper sulphate or sulphuric acid, while the chlorides of iron, manganese, or 
sodium and ammonium nitrate had no effect. A combined deficiency of nitrogen 
and sulphur has been reported in sugar-beets grown for seed in Oregon, where 
the addition of sulphur alone had no effect on the yield but sulphur plus nitrogen 
cured the condition (25) . Culture work on the symptoms of mineral deficiencies 
in tobacco has shown that lack of sulphur induces a chlorosis in which the veins 
are paler than the interveinal areas ; this unusual symptom has also been reported 
in sand cultures, lacking in sulphur, of a wide range of ornamental green-house 
plants tested in the United States. In soya beans, sand cultures without sulphur 
gave stunted plants with yellowish-green leaves and small leaflets, the upper 
foliage being the first to be affected. The stems were thin, hard, and bare from 
shedding of the lower foliage. Root development was poor, but the root system 
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was less stunted than the green top. Sunflower, kale, rape, and mustard were 
similar, but in tomato the lower leaves were the first to turn yellow. In coffee, 
the effect of sulphur deficiency has been studied in water cultures in Java : the 
plants without sulphur had yellowish convex leaves and small thin roots. 

Several other crop diseases have been reported in which the application of 
sulphur or compounds containing the sulphate radical have effected an improve¬ 
ment. In some of these the influence of sulphur is doubtless to render available 
other minerals, as in the lime-induced iron deficiency chlorosis and in manganese 
deficiency diseases mentioned above. 


POTASSIUM 

It would lead too far to discuss the physiological disorders of crops inadequately 
provided with the major elements of plant nutrition, nitrogen, phosphorus, and 
potash, or the effects of a shortage of lime. The specific results of potash deficiency 
in certain cases, however, should be briefly referred to, since such characteristic 
diseases as scorch in fruit trees, ‘ rust ’ in cotton, ‘ rougeau ’ of the vine, and the 
like, have been traced to this cause. 

Intensive work on the causes and control of leaf scorch of fruit trees has been 
in progress at Long Ashton Research Station since 1913. Excluding the type 
due to the action of salt spray from sea winds, the bulk of the cases to be found in 
the south of England are associated with certain soils (‘ scorching soils ’) which 
occur in scattered patches of various sizes. These soils arc, for the most part, 
light sandy or stony, but are sometimes light to heavy loams. In the scorched 
patches the foliage appears brownish from scorching of the leaf margins, most 
marked in dry summer weather. The affected plants arc stunted, their root 
systems poorly developed, and the fruit reduced in size. 

In northern Europe a similar type of scorching has been a serious trouble in 
red and black currant, and gooseberry plantations, during the last twenty years 
or so, especially in Scandinavia, Holland, and Germany. Deciduous fruit trees 
are affected by leaf scorch in Australia and apples in Tasmania and Canada. 

While marginal scorch remains the predominant symptom in fruit trees, those 
affected in Australia often show an extension of the discoloration until only a 
small part of the centre of the leaf remains green. In Tasmania also, affected apples 
arc marked by leaf spots in the interveinal spaces as well as by marginal score • 
Pot and field experiments in Holland showed that scorched red currants similar y 
develop dark purple scattered spots in addition to the marginal lesions. Peaches 
arc reported in the United States to have, in place of leaf scorch, a reddening o 
the leaf margin, which is inrolled towards the midrib, the leaf surface being muc 
crinkled and tinted reddish ; plums also have this upward inrolling but the mar¬ 
gins are pale or brown, and in severe cumulative attacks growth is checked, an 
fruiting in young trees retarded <4) . In California, marginal leaf scorch in citrus 
trees is accompanied by gum exudations from the leaves and stem. 

In an extensive series of pot experiments at Long Ashton reported in 192 » 
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leaf scorch of gooseberry, black currant, and raspberry only occurred in the cultures 
deprived of potash. Since then evidence has accumulated that the primary cause 
of marginal scorch of fruit trees is lack of potash. Successful control has been 
effected in England by soil applications of potash, and in gooseberries by spraying 
the leaves with 1 per cent, solution of sulphate of potash. The soils at 23 affected 
centres in England were all found to be low in potash in the surface layers as 
judged by accepted agricultural standards. A reduction in the potassium content 
of the ash, and of the dry matter of scorched leaves has also been found. In Ger¬ 
many, good control of scorch in currants and gooseberries was secured in 1930 31, 
by soil applications of 150 gm. sulphate of potash per tree, and even half this 
amount effected a considerable improvement. In another series of German 
experiments, satisfactory control of scorch in red currants in poor soil was given 
by potash dressings (other than the chloride, which was injurious) sufficient to 
supply the equivalent of 65 gm. potassium oxide per plant. Though it has been 
stated in that country that scorch will appear in red currants when the potassium 
in the leaf falls below 1 per cent, of the dry matter, it is actually impossible to fix 
such definite limits, since the limiting values for scorch vary with the other con¬ 
stituents in the leaf. Scorch in red currants has been controlled in Holland 
and Denmark by dressings of 1200 and 500 kg. of sulphate of potash per hectare 
respectively. Fairly heavy potash dressings are stated to be necessary to prevent 
scorch in deciduous fruits in Australia, while in Tasmania, as in England, scorch 
is not found, as a rule, where adequate potash fertilisers arc used. 

A close connection exists between the development of marginal leaf scorch 
and the water relationships of the soil and plant. When these are satisfactory, a 
low, available potassium content of the soil docs not necessarily lead to scorch. 
Water-logging is a frequent precursor of scorch in England and Canada. In 
England scorch has also been induced by gradually drying out the soil and then 
wetting the foliage. It has been found that the marginal areas of affected leaves 
are first turned yellow by the destruction of chlorophyll during drying out of the 
cells, and browning only sets in when the dried tissues again reabsorb moisture. 
The proximate cause of scorch seems to be a sudden discontinuity in the trans¬ 
piration stream, which is local, and docs not arise in the conducting system of the 
shoot. 

Another important factor in promoting scorch is a high ratio of nitrogen to 
potassium in the plant. The recognition of the importance of this factor has led to 
an increase in the practice of 4 grassing down ' orchards : grass takes up much of 
the available nitrogen in the soil and reduces its intake by the tree, but the risk 
of over-reduction leading to a shortage of nitrogen must be guarded against, either 
by judicious use of nitrogen fertilisers or by such measures as cutting the grass 
and restoring it to the soil by mulching around the trees. 

Varietal and root-stock effects on the intensity of marginal leaf scorch are 
evident in apples. Unworked stocks, as well as commercial varieties, differ con¬ 
siderably in their proneness to the disease, and while some varieties develop 
scorch on all stocks, others do so only on some, the dwarfing stocks being particu¬ 
larly liable to promote scorching. 

The effects produced by 4 potassium hunger ' have been described and illus- 
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trated in a great variety of other plants. In some of these, as in tea, marginal 
leaf scorch like that of bush fruit is caused and the leaves are shed. In others 
the symptoms are so characteristic that the diseases received definite names before 
their true nature was recognised, as for instance the well known ‘ rust ’ in cotton 
in the United States, and 1 brunissure ’, ‘ rougeau and allied disorders of the 
vine in France. Tomatoes grown under glass in England suffer from disorders 
termed ‘ blotchy ripening ’ and ‘ green back \ one of the chief causes of which is 
lack of potash ; potash deficiency in tomatoes impedes the translocation of starch, 
accelerates blossoming, and lengthens ripening. In the blotchy fruit it is suggested 
that the sugars are used to build up the cell membranes instead of taking part in 
the normal processes of ripening, so that the trouble may be regarded as primarily 
due to a derangement of carbohydrate metabolism <■*>. Symptoms similar to 
those of the destructive root rot (‘ mentek ') of rice in Java have been given by 
withholding potash from the nutrient solution in which the plants were grown. 

I he remarkable effect of potash in reducing cotton wilt (Fusarium vasinfeclum) 
in certain areas in the United States <*» has been attributed in considerable 
measure to the prevention of potash hunger, and it has also been claimed in Eng¬ 
land that potash deficiency, in certain cases at least, predisposes broad beans to 
chocolate spot (Botrytis cinerea), which can be largely obviated by a dressing of 
i '5 cwt. per acre of muriate of potash <«>. Potash deficiency increases the tendency 
to flooding of the intercellular spaces of tobacco leaves under certain atmospheric 
conditions and is said thereby to increase their liability to wildfire (Pseudomonas 
tabaci) 


CALCIUM 

References to nutritional deficiencies of calcium in plants arc not very numerous, 
this aspect of the agricultural importance of the mineral being far overshadowed 
by its role as a soil improver and its importance for farm livestock. 

Culture work in the United States and Holland has established that symptoms 
of disease arc induced in a great variety of plants by withholding calcium from 
the medium in which the plants are grown. These symptoms have been described 
in tobacco, potato, citrus, peach, coffee, peas, beans, soya beans, and some fruit 
trees. In several plants much the same type of injury is said to be caused as results 
from lack of boron. In tobacco the first symptoms arc seen in the bud or top leaves, 
which become diseased as they unfold and show a hooking-down of the tip of 
the leaf and deformation followed by death of the margins ; in severe cases the 
terminal bud dies. In potatoes the first symptom is the development of a pale- 
green band along the margins of the young leaves, which become wrinkled and 
do not unfold properly. In severe cases the failure of the young leaves to unfold 
becomes more general and the whole top dies. The tubers show the disease, 
which has been termed ‘ rusty spot ’ or ‘ medullary necrosis ’ and which is known 
as a field disease in the Dutch East Indies, Holland, and probably South Africa. 

Medullary necrosis was first described in 1926, under the name of rusty spot, 
as causing serious injury to potatoes in Java and Sumatra. There are no external 
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symptoms to mark the disease, but the tubers contain scattered rusty spots in the 
parenchyma internal to the vascular ring ; a more diffuse rusty discoloration 
develops from the stolon end and there may be similar lateral patches extending 
along inside the vascular ring. The necrotic cells have thickened walls and the 
spots become isolated by a cork cambium. The disease also occurs in Holland 
on poor, sandy, acid soils. Varieties differ somewhat in their reaction to it and in 
some (e.g. King Edward) it may cause hollows in the tuber. It can be readily 
distinguishable from the virus symptom known as ‘ net necrosis ’ and is also con¬ 
sidered to be distinct from, though having a certain resemblance to, ‘ spraing’. 
Dutch workers think that the tuber disease known as ‘ internal brown fleck ’ in 
South Africa may be the same as medullary necrosis ; brown Heck is confined to 
acid sandy soils, on which it seems to affect all varieties. 

Heavy liming has been found to reduce considerably the incidence of these 
internal potato tuber discolorations in the Dutch East Indies, Holland, and South 
Africa : percentage reductions of affected tubers from 96 8 and 94 8 to 26 and 10 4, 
respectively, were obtained by liming in two experiments in the Dutch East 
Indies, the spotting being so reduced in the remainder that they were marketable. 
In these tests, and in South Africa, superphosphates also effected an improvement, 
but sulphate of ammonia increased the injury. 

There have been several reports of calcium-deficiency diseases of apple trees. 
Tests by the injection technique revealed the existence of this nutritional trouble 
in Devon some years ago, and more recently it was found widespread in deciduous 
fruit trees in South Africa. Apples in Queensland suffered from a disorder marked 
by the development of blotches on the leaves of Jonathans and of a wine-coloured 
tint on those of Gravenstcins. In experiments on the control of this condition 
it was found that it practically disappeared after an application of quicklime, at the 
rate of two tons per acre, was given, and it is regarded as a calcium-deficiency 
disease. 

A physiological disease of cauliflowers in very acid soils in Long Island, in 
the United States, where it is known as ‘ whiptail ’, and also in New South Wales, 
where it may spoil 20 to 50 per cent, or even sometimes all the plants, is also 
attributed to the deficiency of lime. The plants are stunted and show various 
malformations such as a strap-like narrowing and ruffling of the leaves, and loose, 
unmarketable heads with leaves coming through the curd. Satisfactory control 
has been geven by liming, the Australian cases sometimes requiring i.J to 2 tons 
per acre. A similar disease has been observed in cauliflowers and savoy cabbages 
in south-western England, apparently under quite different soil conditions. 


Causes of Calcium Deficiency Symptoms in Plants 

Calcium salts have been shown to promote the absorption of other nutrients 
by the roots of plants ; the presence of calcium ions can make others physiologically 
available, and when calcium is deficient in the soil, malnutrition may result from 
other nutrient ions being unavailable or even from their being leached from the 
roots. In the development of plant tissues calcium appears to be important mainly 
from the part it plays in the formation of the cell wall, particularly the middle 
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lamella. Little seems to be known, however, of the causes that result in the 
symptoms of calcium deficiency hitherto observed in the diseases mentioned 
above. 


GENERAL CONSIDERATIONS ON THE DEFICIENCY DISEASES 

OF PLANTS 


In many of the deficiency diseases mentioned above, the effect is a syndrome 
or group of symptoms sufficiently characteristic to have established in popular 
usage a name as specific in its application as those of many of the diseases caused 
by fungi. Heart rot of beet, brown heart or ‘ raan ' of turnips, grey speck of oats, 
marginal leaf scorch and exanthema of fruit trees, marsh spot of peas, are all 
terms the meaning of which to the grower is as precise as is that of the terms smut, 
scab, or canker applied to parasitic diseases. Many others, however, are marked 
by less definite symptoms —chlorosis, yellowing, defoliation, and the like — 
and their cause is less easy to determine. The plant pathologist is liable to be 
asked for advice on all such diseases and he must know what to look for and when 
to seek the aid of his chemical colleagues. It must also be borne in mind that such 
symptoms as chlorosis or yellowing arc, by themselves, of little diagnostic value, 
for they can be the result of a fungal or virus disease or be merely due to some 
environmental condition such as low soil temperature, or even have a genetic 
origin as in strawberry or maize, or result from mutation, as in barley. 

In a considerable number of these deficiency disorders it is doubtful whether 
an accurate diagnosis can be based on symptoms alone. A chemical determination 
of the mineral content of the leaf or other organ of the plant is sometimes of value, 
but several instances have been given above of the difficulty of relying upon this 
method, due to the fact that the limiting value for a particular element may be 
dependent on the form in which it occurs in the cell, or the presence of other 
elements : thus, analysis may indicate an adequate supply when in reality a shortage 
exists. 1 his is still truer when applied to the soil, for it is abundantly evident 
that questions of availability of the ‘ minor ’ elements in the soil are at least as 
important as with the ‘ major ’ elements, phosphorus and potash. 

Yet there are few classes of plant diseases in which accurate diagnosis is more 
necessary than those referred to in this chapter. Hence it is that such work as 
that developed at East Mailing Research Station, where the deficiency is deter¬ 
mined by direct test of a range of elements, holds such promise of useful application. 

Methods have been perfected at East Mailing, and applied there and in South 
Africa, by which the injection of any part of a plant from the main stem to a portion 
of the lamina of a leaf can be carried out with precision, and the leaf results can 
be used to give a rapid indication of the existence of a lack of some element of 


importance to the proper functioning of the plant. The methods have been 
particularly successful, sometimes after preliminary indications have been given 
by leaf analyses, on apples affected by lime-induced chlorosis and by nutritions 
deficiency of calcium, and on cherries suffering from a combination of iron an 
manganese deficiency, in England ; while in South Africa, where deficiency 
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troubles are prevalent in various fruits, they were effective in the detection of a wide 
range of mineral deficiencies. The adequacy of the supply of the various minerals 
in the leaf is revealed by the response given by the injection of one or more of them 
into immature leaves (several can be tested simultaneously by using different 

1 leaves): in a short time (up to 14 days as a maximum) evidence of the particular 
shortage is usually available. The results have been checked by leaf analyses, 
for which spectrographic methods have proved particularly suitable. Iron, man¬ 
ganese, and zinc were the commonest trace element deficiencies encountered in 
deciduous fruit in the Western Cape Province of South Africa under similar soil 
conditions, often in the same orchard ; magnesium deficiency also appeared to 
be fairly prevalent, followed by nickel, cobalt, copper, and boron. Deficiencies 
in the major nutritional elements, nitrogen, potassium, and phosphorus, were also 
included, and definite evidence w as obtained of calcium deficiency in a considerable 
number of cases. 

One of the interesting results of the tree-injection work in South Africa is the 
confirmation it has given of the fact, already mentioned, that total content of an 
element in an organ such as a leaf does not necessarily give a measure of its func¬ 
tional adequacy. 'Phis has been clearly established with iron, where the most 
marked response to iron injections has sometimes been obtained on plants the 
leaves of which actually contained unusually large amounts ol iron, and it probably 
holds good also for manganese, zinc, and boron. 

Much of the existing knowledge of deficiency diseases is of comparatively 
recent, some of very recent, acquisition. In many cases treatment has outstripped 
research into the real causation of the disorder. There arc abundant indications 
that the processes leading to deficiency symptoms may be very complex, and there 
is hardly a case in which a clear picture can be draw n of the physiological disturb¬ 
ances brought about. As more knowledge becomes available, it is probable that 
generalisations can be made which will simplify treatment. Similarity in the soil, 
conditions under which shortage of manganese, zinc, and iron occur have already 
been noted, and where liming promotes the appearance of the symptoms (as in 

* boron, iron, manganese, and copper deficiencies) there may be more generalised 
causes at work than are now apparent. So also the indications of injury to the 
chlorophyll apparatus of the leaf cejls in so many cases may mean that some general 
cause or group of causes is involved, the understanding of which may help in 
remedying the trouble. 

In the present state of knowledge it is, perhaps, justifiable to regard tea yellows 
as due to a deficiency of sulphur or citrus exanthema to one of copper. Yet the 
evidence for this is simply that the disease can be cured by supplying the element 
in question. The result may not be merely to give the cells the sulphur or copper 
they require, but to enable some other constituent to do its work or to neutralise 
or even prevent the formation of some toxic substance which the plant takes up 
from the soil. Further investigation is required before the true cause of these 

* diseases is fully understood. 

In a limited number of observ ations on the reaction to parasitic attack of plants 
suffering from deficiency diseases, the indications seem usually to be in harmony 
with those mentioned in an earlier chapter, namely, that the best resistance to 
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attack is offered by plants of which the nutrition is well balanced. Thus, it has 
been found that strawberries deprived of such trace elements as boron, manganese, 
copper, and zinc were much more susceptible to the powdery mildew, Sphaero- 
theca humuli (as well as to red spider), than those receiving a full complement of 
these elements. It is also of interest to note that deficiency in any one or more 
of a group of elements increases the susceptibility of gooseberries to 4 spray injury \ 
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The fungi as a whole are divided into three classes : Phycomycctes, Ascomycetes, 
and Basidiomycetes. To these must he added the Dcuteromycetes, or ' Fungi 
Imperfecti ’, which are conidial fungi. Further investigation may show that 
some have a perfect or higher stage in the Ascomycetes or Basidiomycetes, the 
majority existing only as conidial forms, having probably lost their higher stages. 
(Prominence is given below only to the more important parasitic groups.) 

Lotver Fungi 

Hyphae absent or rudimentary, or, hyphae not interwoven to form compact tissues, 

not regularly septate. 

Class I. PHYCOMYCETES.—Sexual reproduction distinct, the process being usually 
completed within the sexual cells themselves. Asexual reproduction by zoospores, 
sporangiospores, sporangia or conidia. 

Sub-class I. Archimycetes.— Sexual reproduction by zoospores 

(isogametes). 

Order I. Chytridiales 
„ II. Plasmodiophorales 

Sub-class II. Oomycetes.— Sexual reproduction, with production 
of oospores. 

Order I. Monoblepharidales 
„ II. Ancylistales 
„ III. B/astocladiales 
„ IV. Saprolegniales 
* „ V. Peronosparales 

Sub-class III. Zygomycetes.— Sexual reproduction, with production 
of zygospores. 

Order I. Mucorales 

„ II. Entomophthorales 

Higher Fungi 

Hyphae usually interwoven to form tissues at some stage in growth, especially in the 

sporophore, septate. 

Class II. ASCOMYCETES.—Sexual reproduction more obscure, often in two phases, 
the sexual nuclei uniting in a cell derived from that in which they first came together, 
or sometimes reduced to the union of sister nuclei; resulting in the production of 
ascospores within a mother cell or ascus. Asexual reproduction by conidia. 
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Sub-class I. Plectomycetes.— 

Order I. Plectascales 
„ II. Erysiphales 
„ III. Exoascales (Taphrinales) 

Sub-class II. Pyrenomycetes.— 

Order I. Hypocreales 
,, II. Sphaeriales 

,, III. Dothidiales 

IV. Laboulbeniaies 

Sub-class III. Discomycetes.— 

Order I. Pezizales 

„ II. Helvellales 

„ III. Tuberales 

„ IV. Phacidiales 

.. V. Hys ten ales 

Class III. BASIDIOMYCETES.—Sexual reproduction reduced to the union of sister 
cells or even of sister nuclei within a mother cell or basidium, resulting in the pro¬ 
duction of basidiospores. Asexual reproduction by conidia. 

Sub-class I. Hemibasidiae. —Basidia septate or not, often irregular in 

growth, basidiospores irregular in number, usually forming 
secondary spores on germination. 

Order — Ustilaginales 

Sub-class II. Protobasidiae.—- Basidia of more strictly limited growth, 
septate into usually four cells, each bearing only one basidio- 
sporc. 

Order I. Uredinales 
n II. Auriculariales 
„ III. Tremellales 

Sub-class III. Eubasidiae. —Basidia of strictly limited growth, aseptate, 
bearing a definite number of basidiospores, usually four. 
Order I. Hyrnenomycetales 
» II. Gasteromycetales 

Class IV. DEUTEROMYCETES (Fungi Imperfecti).— Asexual reproduction by conidia. 

Some are known to be conidial stages of higher fungi. 

Order I. Sphaeropsidales 
•» II. Melanconiales 
.. III. Hyphomycetales 


The first or lowest class of fungi is the PHYCOMYCETES or alga-like fungi. These 
include the aquatic fungi and the simplest land fungi. Their hyphae never unite into 
strands or tissues, and the mycelium is either filamentous or composed of isolate . 
rounded cells. Regular septation is never found, so that the living parts of the hvpnae 
usually form a continuous cell. The characteristic asexual fructification is the sporangium- 
Conidia are also found in some orders. Sexual reproduction is of a distinct and simp e 
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type, and the nuclei usually fuse in the same cell in which they come together. They 
are divided into three sub-classes: the Arctii.mycktfs, the Oomyc f.tfs, and the 
Zygomycetes."^ 

The Archimycetes have their sexual reproduction by the union of zoospores (iso- 
f gametes) or of two similar individuals. They are divided into two orders : 

Chytridiales. —Usually one-celled fungi of very simple structure ; the whole 
body in many cases consists of a rounded cell which becomes directly 
transformed into a sporangium. Sexual reproduction is variable in type 
and often unknown. No conidia are known. Mostly parasites in water 
plants, less often in land plants. The more important plant parasites arc 
in the following families : 

Olpidiaccae. —Parasites of low algal forms and of a few higher plants ; 
cell-thallus forms zoospores. 

Olpidium. 

Synchytriuceae .—Cel I -thal I us forms a sorus of sporangia, or resting 
sporangia, both producing zoospores. 

Svnchytrium. 

Cladochytriaceae. —A mycelium developed ; zoosporangia and resting 
sporangia formed. 

Urophlyctis. 

Plasmodiophorales.— Parasites of higher plants. 'Phallus naked; spores 
produce a zoospore with two unequal flagella. One family. 

Plasm odi ophoraceae . 

Plasmodiophora, Spongospora. 

The Oomycetes have their sexual reproduction bv female cells known as oogonia, 
which are fertilised by male antheridia to form oospores. They arc divided into 
four orders : 

Monoblepharidales— Aquatic fungi with sexual reproduction; oogonium 
fertilised by anthcrozoids. Asexual, by zoospores. One family. 

Monoblepliaridaceae . 

Monoblepharis. 

* Ancylistales. —Aquatic fungi, parasitic in algae and small water animals. 

The whole of a segment becomes an antheridium or oogonium or an 
asexual sporangium with zoospores. One family. 

Ancylistaceae. 

Lagenidium. 

Blastocladiales. —Aquatic fungi, or soil saprophytes ; septa only at reproduction. 
Thalli rhizoidal, differentiated into sporophyte and gametophyte; the 
asexual bears zoosporangia and thick-walled resting spores; the sexual is 
mono- or dioecious ; gametangia have mono-flagellate gametes of unequal 
size. One family. 

Blastocladiaceae. 

Allomyccs, Blastocladia. 

} Saprolegniales. —Aquatic fungi, usually saprophytic. Sexual reproduction by 

antheridia and oogonia, each oogonium usually bearing a number of 
oospores. In most cases no actual fertilisation occurs. Asexual reproduction 
by zoospores usually within elongated sporangia. Two families. 
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Saprolegniaceae .—Hyphae not constricted. 

Saprolegnia, Aphanomvces. 

Leptomitaceae .—With the hyphae constricted at intervals, but not truly 
septate. 

Apodachlya, Leptomitus. 


Peronosporales .—Chiefly land fungi parasitic on plants, a few also aquatic and 
saprophytic. Sexual reproduction by oogonia and antheridia ; fertilisation 
resulting in a single oospore. Asexual reproduction chiefly by zoospores 
within rounded sporangia. Conidia often formed from the sporangia by 
suppression of the zoospores. Three families. 

Pythiaceae .—Parasitic or saprophytic. Sporangiophores little differ¬ 
entiated from vegetative hyphae. 

Pythium, Phytophthora. 

Albugittaceae .—Parasites ; sporangiophores arising in a layer under the 
epidermis ; sporangia in chains. 

Cystopus, Albugo. 

Pcronosporaceac .—Obligate parasites. Sporangia or conidia singly at 
ends of branched sporangiophores. 

Peronospora, Plasmopara, Bremia, Pseudoperonospora, Sclero- 
spora. 


The Zygomycetes have their sexual reproduction by the union of two more or less 
similar cells to form a zygospore. The asexual reproduction is never by zoospores. 
They are divided into two orders : 

Mucorales .—Land fungi, chiefly saprophytic. Zygospores formed by the 
union of two usually equal cells. Asexual reproduction typically by 
rounded air-disseminated spores formed in a sporangium, rarely also > 
conidia. Several families. Mucor, Rhizopus. 

Entomophthorales .—Parasitic on insects, rarely on plants, or saprophytic- 
Sexual reproduction by zygospores formed by the union of two, often 
unequal cells. Asexual reproduction by conidia only. One family. 

Entomophthoraceae . Entomophthora, Empusa, Basidiobolus. 


c 


^The ASCOMYCETES include a great number of forms, all agreeing in having spore* 
developed within a mother-cell, the ascus. In most, the asci are produced on, or in spe 
sporophores ; these are known as pcrithccia when round or flask-shaped and enc osing 
the asci in the hollow cavity, and as apothccia when the asci arc exposed at matur - 
Conidia of the most diverse sorts arc also usually borne. The mycelium is, on the woe, 
less aggregated into masses than in the Basidiomycetes ; in the majority of cases, 
ever, the asci are developed on a hymenium lining a sporophore formed by the union^ 
many hyphae, and in some there is a considerable development of stromatic tissue in ' 
a number of pcrithccia may be borne (compound stromata). Besides these sporop ^ 
aggregations of hyphae to form sclerotia are found at times. The asci arc usu J ^ 
regular size, with eight spores. Sometimes there ^re less than eight spores, some 
more, up to sixteen, thirty-two, sixty-four, or morej) 

Sub-class Plectomycetes. —Asci formed directly on the mycelium or on special part 
of it, not united in a hymenium enclosed in, or borne on a complex s P oro P g Q f 
In the Exoascaceae , which are parasites, the asci are formed under the sur 
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the leaf, becoming exposed when ripe. In Endomyccs they occur singly as lateral 
outgrowths of the hvphae. In Gymnoascus there is a rudimentary perithecium, 
formed of a loose web of branched hvphae within which the asci arc entangled. 
The yeasts, or Saecharomyeetaceae , dilfer from all the other higher fungi in having 
a much reduced gemmate mycelium, consisting of a single cell which buds olf other 
similar cells, or may become converted as a whole into an ascus ; in some cases, at 
least, the formation of the ascus is preceded by a sexual act in which two cells 
and their contained nuclei fuse. Well-defined clcistocarps in Aspcrgillacrae and 
Erysiphales, opening irregularly. The three orders are : 

Plectascales. —Arrangement of asci irregular. The principal families are : 

Endomycetaceae . 

Endomyccs, Eremascus. 

Saecharomyeetaceae .—The yeasts. 

Aspergillaeeae. 

Eurotium, Penicillium. 

Erysiphales .—Asci within well-defined clcistocarps or cleistothecia, borne on 
a profuse superficial mycelium. The families are : 

Erysiphaceae.— Obligate parasites, ascocarps more or less spherical, with 
appendages. 

Erysiphe, Sphaerotheca. Uncinula, Microsphacra, Podosphaera. 

Perisporiaeeae. —Dark mycelium, ascocarps without appendages. 

Meliola. 

Microthyriaceae.— Flat ascocarps, ostiolatc, no appendages. Conidia 
not known. 

Microthyrium, Asterina. 

Exoascales. —No complex sporophore formed. Two families. 

Exoascaceae.— Obligate parasites. Asci arise below the epidermis or 
under the cuticle, breaking through to the surface of the host. 

Exoascus (Taphrina). 

Protomycetaeeae.— Resting sporangia producing non-motile spores in an 
extruded vesicle. Protomvces. 

Sub-class PYRBNOMYCETES. —Asci formed usually on a hymenium lining the interior 
of a hollow sporophore (perithecium), which is usually fiask-shaped and with a 
narrow mouth through which the spores escape at maturity. The perithecia are 
variously arranged, sometimes occurring independently on the mycelium, in others 
joined together into groups in compound stromata, which may be crust-like or 
tubercular, or erect and even stalked. Conidial forms are extremely common and 
varied. The four orders arc : 

Hypocreales — Perithecia independent on mycelium. The families are : 

Nectriaceae. —Perithecia, superficial, soft, light-coloured. 

Ncctria, Gibberella, Calonectria, Sphaerostilbe. 

Hypoereaceae. —Perithecia more or less immersed. 

Epichloe, Polystigma, Claviceps. 

Sphaeriales. —Perithecia dark, carbonaceous, brittle or leathery. The principal 
families are : 

Sordariaceae. 

Sordaria, Sporomia. 
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Sphaeriaceae. 

Rosellinia, Coleroa. 

Ceratostomataceae. 

Ceratostomella. 

Mycosphaerellaceae. 

Mycosphaerella, Stigmatea, Guignardia. 

P/eosporaceae. 

Pleospora, Pyrenophora, \ r enturia, Leptosphacria, Didymella, 
Gihbellina, Physalospora, Ophiobolus. 

Gnomoniaccae. 

Gnomonia, Glomerella. 

Va/saceae. 

Valsa, Diaporthe. 

Xylariaceae. 

Ustulina, Xylaria. 

Dothidiales .—Peritheeia sub-epidermal, indefinite, more or less merging into 
the stromatic tissue. One family. 

Dothidiaceae. 

Dothidclla, Plowrightia, Phyllachora. 

Laboulbeniales. —A peculiar, isolated group of fungi, ectoparasitic on the softer 
parts of insects. 


Sub-class DlSCOMYCETES. —Asci formed on a hymenium exposed on the surface of the 
apothecium. The latter is usually cup-shaped with incurved margins which 
unfold as it matures, exposing the hymenium. Compound stromata are rare, but 
in some cases, as in the edible morels, the sporophore has a distinct stalk and 
the hymenium lines the outer convoluted surface of the fertile head, which may 
be of considerable size. In the edible truffles ( Tuberaceae) the sporophore is an 
underground tuberous body with one or more internal chambers, or a series of 
labyrinthiform passages, lined with the hymenium. The chief orders arc : 

Pezizales. —Asci exposed at maturity. The principal families containing plant 
parasites are : 

Mot/maeeae. —Apothecia becoming crumpent from host tissue at 
maturity, often stalked. 


G 


Pseudopeziza, Dasyscypha, Sclerotinia (conidial forms known as 
Botrytis or Molinia). 

P/iacidia/es. —Asci immersed in the substratum. 

Phacidiaceae. Apothecia grouped in black stromata. Rhytisma. 
J/ysteria/es. —Apothecia elongated, opening by a longitudinal slit. 

Hypodennataceae .— Apothecia, black, sub-epidermal. Lophodermium. 


The BASIDIOM\CETES include a very large number of the higher-fungi, repre¬ 
senting the most diverse types. All, however, have the character that at some period in 
their life-history, following the completion of a sexual act, spores are formed on sterigmata 
produced from special, fertile cells, the basidia. They are divided into three sub-classes : 
Hemibasidiae, Protobasidiae, and Eubasidiae.“ n \ 

fhe Hemibasidiae include only one order,"tlie Ustilaginales or smuts, parasites which 
attack grasses and other plants and produce spores, as a rule, only in certain organs 
of their hosts, generally the flowers. Those spores usually form a dense black dust, 
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from which the name ' smuts ’ is taken. On germination they give out a pro¬ 
mycelium or short germ-tube, which is a transitional form between the ordinary 
type of germ-tube and the basidium of the other two sub-classes. It is either 
transversely septate or aseptate, and each cell bears a variable number of sporidia, 
on sterigmata, or the sporidia may be sessile. On germination, these may bud 
off secondary spores. The vegetative mycelium is filamentous, ami there is no 
formation of compact tissues except sometimes in the spore beds. There arc two 
families in the Ustilaginales : 

Ustilaginaceae. — Basidia transversely septated into four cells. 

I’stilago, Sphacelotheca. 

Tilletiaceae. —Basidia continuous or one septate. 

Tilletia, Urocystis, Entyloma. 

The Protobasidiae differ from the IIe.mibasidiaf chiefly in having a more regular 
basidium and a definite number of sporidia, each cell of the. usually, 4-cclled 
basidium producing a single sporidium on the end of its sterigma. They are 
divided into three orders : 

Uredinales. —The rusts. True parasites of green plants. Spores produced in 
cup-, or flask-shaped, or flat spore beds and of five different kinds : sper- 
matia, aecidiosporcs, uredospores, teleutospores, and sporidia. One or 
more of these may be absent. On germination, the teleutosporc produces 
a promycelium like that of the smuts, but more strictly limited in growth. 
This represents the basidium, and from each of its (usually four) cells a 
single sporidium is produced on a sterigma. The mycelium is filamentous, 
except where it condenses to form the spore beds. The families are : 

Pucciniaceae. —Tcleutospores stalked. 

Puccinia, Uromyccs, Phragmidium, Triphragmium, Gymno- 
sporangium, Hcmileia. 

Cronarliaceae. —Teleutospores closely packed together into crusts as in 
Chrysomyxa, or into a cylindrical body, as in Cronartium. 

Melampsoraceae. —Teleutospores sessile, compacted into dark-coloured 
crusts. 

Mclampsora, Mclampsorclla. 

Coleosporiaceae. —Tclcutospore itself becomes a basidium, from each 
of which a sporidium develops on a sterigma. 

Coleosporium. 

Endophyllaceae. —Only teleutospores formed, in chains, resembling 
aecidiospores. 

Endophyllum. 

Tremellales. —Saprophytes with the hyphae united into masses, usually 
gelatinous when moist. The basidia are produced generally on fertile 
hyphae joined into a hymenium, which may be either superficial or enclosed 
by a protective covering of sterile hyphae. They are vertically septate, 
usually into four cells, each of which produces a single basidiospore. On 
germination, conidia may be produced almost immediately (‘ secondary 
spores ’) or they may be formed on the mycelium at a later stage. 

Trcmella, Helicobasidium. 

Auriculariales. —As for Tremellales , but the basidia are transversely septated. 

Auricularia (Hirneola). 
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The Eubasidiae include the mushrooms, puff-balls, and most of the larger fungi. 

1 he hyphae frequently unite to form large conspicuous masses, particularly in the 
sporophores, but also in sclerotia and rhizomorphs. The basidia are generally 
arranged close together into a hymenium and are aseptate, with a definite number 
of basidiospores, usually four, borne on sterigmata. Conidia are found in some 
cases. They include two orders : 


Hymenomycetales .—Saprophytes or parasites. Basidia forming a hymenium, 
which is exposed from the first or, at least, before the spores are ripe. 
The principal families are : 

7 helephoraceae .—Hymenium unilateral, spread over a smooth or 
corrugated surface. 

Corticium, Stereum. 

hxobasn/iaceae .—Hymenium discontinuous, basidia cylindrical ; para¬ 
sitic in leaves and stems. 

Exobasidium. 

Agaricaccae .—Hymenium spread over gills. 

Psalliota, Armillaria, Lenzitcs, Clitocybc, Marasmius. 

Polyporaceac .—Hymenium lining pores. 

Polyporus, Ganodcrma, Fomcs, Merulius, Poria, Daedalea, 
Fistulina, Polystictus, Coniophora, Trametes. 

Gasteromycetales .—Chiefly saprophytes. Basidia forming a hymenium within 
a soft gelatinous mass or glcba, which is enclosed in the sporophorc by a 
special covering of sterile hyphae until after the spores are mature. 


V Fhe DEUl EROMYCETES comprise a large number of conidium-bearing fungi, 
some of which have been proved to be merely stages in the life-history of Ascomycetes, 
more rarely Basidiomycetes, or very occasionally Phycomycetes. The vast majority, 
however, appear to exist habitually as independent individuals, having probably lost any 
other method of reproduction than that by conidia. They arc entirely devoid of sexual 
reproduction or sporangium formation, and arc usually of minute size. Many arc 
parasitic. They arc divided into three orders : 'N 

Sphacropsidalcs .—Conidia borne on^a hymenium, enclosed in a round, flask- 
shaped, or flattened sporophore (pycnidium). The conidia arc set hcc 
through a narrow pore or a slit. The genera include : 

Phoma, Phyllosticta, Phomopsis, Polyopcus, Cytospora, Conio- 
thyrium, Ascochyta, Diplodina, Diplodia, Scptoria, Lcpto- 
thyrium, Hetcropatella, Rhizosphaera. 

Melancotiiales— Conidia borne on crowded conidiophores arising from an 
immersed stromalic base, in a cavity, of which the outer wall is formed by 
the tissues of the host (acervulus). The genera include : 

Gloeosporium, Collctotrichum, Polyspora, Marssonina, Pscudo- 
discosia, Pestalozzia, Cylindrosporium, Scptogloeum. 

Hyphomycel ales .—Pycnidia and acervuli absent ; conidiophores superficial, 
sometimes produced from simple free branches of the mycelium, or arising 
from an erect bundle of hyphae united together into a strand, or from a 
wart-like superficial cushion of matted hyphae or from stromatic pseu o- 
parenchyma. The genera include : 
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Oospora, Cephalosporium, Sporotrichum, Verticillium, Myco- 
gone, Ramularia, Cercosporella, Thielaviopsis, Fusicladium, 
Cladosporium, Clasterosporium, Heterosporium, Spondylo- 
cladium, Macrosporium, Alternaria, Cercospora, Graphium, 
Fusarium, Helminthosporium, Meria. 

‘ Mycelia sterilia *—To include forms in which no spores have so far been found. 
May include stages of Ascomycetes, Basidiomycetes, or other Fungi Imperfecti.— 
Sclerotium, Rhizoctonia. 
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Chapter X 

DISEASES OF CEREALS 


^ Black Rust or Stem Rust of Wheat and Other Cereals, 

Puccini a gr a minis Pers. 

Black rust is believed to date back to very early times, and is present in all the 
wheat areas of the world. 

Wheat is attacked by other rusts besides this one caused by Puccinia graminis. 
These are the yellow rust, due to Puccinia g/umaruni, and the brown rust, due to 
Puccinia triticina. Two, or all three of the rusts may sometimes be found together 
in the same crop. Of the three, yellow rust is, in some years, the most abundant 
/ and severe in Britain. Black rust is fairly common in south-west Wales, but 
elsewhere its attacks arc usually light, though epidemics sometimes occur {ii 
Losses caused by the rust in America are enormous. It is recorded that in the 
three North Central States of Minnesota, North, and South Dakota, and in 
Western Canada, the losses in these two areas in one year amounted to 180 and 110 
million bushels respectively ; and in Manitoba and Saskatchewan, during 1925 to 
1935, the average annual loss was over 35.I million bushels (11 per cent, of the 
possible yield), a monetary loss estimated at 30,784,000 dollars '*• * 4> . 

Black rust appears on wheat rather late 
in the season, and the crop usually suffers 
little injury. The final effect, though the 
disease docs not directly attack it, is to re¬ 
duce the size of the grain, preventing it from 
filling out, and causing it to shrivel. Early 
symptoms are visible as elongated brown 
pustules on the stem, leaf stalks, and leaves 
(Fig. 179), but the part usually affected first 
and most severely is the stem, hence the 
name, stem rust, is often applied to black 
rust to distinguish it from yellow rust and 
brown rust, which are found chiefly on the 
leaves. These early pustules, which consist 
of uredosori, are often one-quarter of an inch 
or more long, and frequently join together 
in stripes. They arise from a mycelium 
under the epidermis, and when the latter is 
broken through from pressure of the spores Fic. 179 —Black or stem rust of cereals 
below, dense masses of brown, powdery (^ciniagraminis) The tdeutospore 
, , , , J. r , , s, aec on oat (photo by Foister & 

uredospores are released and dispersed by Noble) 
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wind throughout the crop. They infect only the cereal host. Later on, the 
pustules assume a darker colour, because the same mycelium which gave rise 
to uredospores now develops the darker teleutospores, but sori of teleutospores 
may also break out anew, in the vicinity of the converted uredosori, and like 
them, break through the epidermis. The dark teleutospores are more firmly 
attached in their beds than the uredospores, and their stalks are more rigid 
and thicker ; they are essentially resting spores, adapted for over-wintering on 
straw or stubble ; they are not capable of reinfecting the cereal host, and 
serve only to infect the alternate host, the barberry. 

Puccinia gram inis requires two distinct hosts in order to carry through its 
complete life-cycle, and is therefore hcteroecious. The uredospore and teleuto- 
sporc stages occur on the cereal or other graminaceous host, for the rust also 
attacks oat, barley, and rye, as well as a large number of grasses. The life-history 
is completed on a second host, the common barberry (Berberis vulgaris ), on which 
the aecidiosporc stage is developed «- 6 ‘. Other species of barberry and the closely 
related Mahoma are also capable of infection, but the common barberry is the 
only host of practical significance in the spread of this disease. Though indis¬ 
tinguishable in appearance, different forms or races of this fungus attack different 
cereals or grasses, and as already indicated in Chapter II, one race will infect 
wheat and barley, but not oat ; the one that attacks oat fails to infect wheat and 
barley ; and the race that is found on rye can infect barley, but not wheat and oat. 
On account of their selection of a particular host for attack, these arc called 
specialised races of P. graminis (20) . Those on the cereals arc separated by the 
addition of the generic name of the particular cereal attacked, thus P. graminis 
tnfici, for the race on wheat, P. graminis avenae, for the one on oat, and the race 
which attacks rye and barley is called P. graminis secalis ; moreover, each of these 
specialised races claims a number of hosts among the grasses. The existence of a 
large number of physiologic races of P. graminis on its various hosts and the means 
whereby they have been determined have already been discussed in Chapter II 
(p. 89) ; so far, over 200 races of P. graminis tritici have been recorded, mainly 



FlC. 180 .—Puccinia graminis. Cross-sec¬ 
tion of wheat stem showing uredosori 
( * approx. 60) (photo by Brown; 
by permission of Craigie, Dorn. Can. 
Dcf>t. Agric., Prints’. Hull. 84) 



FlC. 181 .—Puccinia graminis. Cross-sec¬ 
tion of wheat stem showing teleutosori 
( * approx. 60) (photo by A. M. Brown; 
by permission of Craigie, Dom. Can. 
Dept. Agric.. Frmrs'. Bull. 84) 
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in the United States, of which only comparatively few have been found in 
Britain. 

A transverse section of an uredosorus (Fig. 180) shows the mycelium to be inter¬ 
cellular, the hyphae, about 3-5 /x in diameter, sending into the host cells, small round or 
branched haustoria, without causing any apparent ill-effects on the cytoplasmic contents. 
P. gram inis, like all rust fungi, is an obligate parasite, thriving only on the living tissues 
of its host. The uredospores (Fig. 182 a ) are binucleate cells, developed singly from 
vertical hyphae, likewise binucleate, arising from a bed of mycelium, the cells of which are 
also binucleate (dikaryophytic). The uredospores are oval, 25 to 30 by 17 to 20 /x, brown, 
with a thick echinulose wall having four germ-pores situated equidistant in an equatorial 
plane (Fig. 64). These spores must have a film of water on the host before they can 
germinate ; a moist atmosphere is not enough *«'. Penetration, by a single germ-tube, 
is through a stoma over which an appressorium is formed, and from which a narrow 
hypha arises to invade the sub-stomatal space where it soon expands into a vesicle. From 
the latter an infection hypha emerges, and having penetrated a mesophyll cell and estab¬ 
lished within it its first haustorium, the hypha proceeds to develop a branching mycelium 
which extends in an intercellular manner, frequently sending haustoria into the cells with 
which it comes into contact. From such an initial infection an uredosorus with ripe 
spores becomes established in 8 to 14 days. With dissemination of the uredospores 
throughout the crop, fresh uredosori continue to be formed during the summer, but they 
usually cease to develop before the wheat begins to change colour and ripen. As already 
stated in Chapter II, uredospores of P.graminis are not adapted for over-wintering in 
colder climates 0 ", but they may often survive during mild winters. 

The tcleutospores follow the uredospores on the same or similar dikaryophytic 
mycelium (Fig. 181) ; the two kinds of spores may frequently be found together in the 
same sorus. A telcutosporc (Fig. 182 b) consists of two thick-walled, smooth, super¬ 
imposed cells, the top cell being rounded or blunted and thickened at the apex ; the 
bicellular spore is dark brown (black in the mass), 40 to (x> 
by 15 to 20 n ; each constituent cell is furnished with a 
germ-pore, situated apically in the top cell, and just below 
the septum in the lower cell. Each cell during develop¬ 
ment possesses a pair of nuclei, contributed by the 
dikaryophytic mycelium, but when the tcleutospore turns 
brown and matures in its sorus, the paired nuclei in each 
cell fuse, the process being considered to be one of de¬ 
ferred sexual fusion, and the ripe teleutospore represents 
the diploid phase in the life-history of the rust fungus, 
being in fact a zygote. The teleutospores do not germi¬ 
nate forthwith, but undergo a period of rest, and l>eing 
adapted for over-wintering, remain dormant on stubble or 
straw for several months. They are known to be viable 
for at least 18 months but according to some ‘ ,w , they 
may be induced to break their dormancy by such means 
as freezing, or by alternately wetting and drying, but 
others have failed to cut short the natural period of rest**». 

Teleutospores serve, indirectly, to convey the disease to 
the alternate host, the barberry. In some countries, they 
seem to have lost the power of germination ; for instance. 



I* 10. 182 .—Pucci ilia graminis. 

A, uredospores showing an 
oil body. B. teleutospores 
with nuclei 
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in the plains of India <«>, where barberry does not grow, and in Nebraska <*»>, where few 
barberry bushes occur south of Northern Kansas, the teleutospores do not germinate, 
and whether this failure is due merely to non-viability, since the teleutospores are not 
adapted to withstand temperatures above 26° C. or to other factors inherent in races 
of the fungus, is not clearly known. In some localities again, where the crops ripen 
early, the teleutospores are developed soon enough to experience summer temperatures 
sufficiently high to kill them, and so the barberry in such places escapes infection. 

Like the uredospores, the teleutospores must be wetted before they can germinate, the 
most favourable temperature for germination being 19 0 to 21 0 C. <*>. Either or both cells 
of a teleutospore may give rise to a stout germ-tube or promycelium (basidium), during 
the formation of which the diploid nucleus undergoes a reduction division, and the four 
nuclei which arc ultimately formed in the promycclium are, therefore, haploid (Fig. 64 d ). 
Following septation, the promycelium now consists of four uninucleate cells, each of 
which produces a narrow sterigma terminating in a swelling and into which the nucleus 
with the cytoplasm passes, to form still another type of spore, the sporidium or basidio- 
sporc. Under natural conditions teleutospore germination takes place on the wetted 
straw or stubble which has over-wintered on the ground, and the sporidia are carried by 
wind to the barberry plants. It is only the sporidia that are normally capable of infecting 
the second host*• The process may he successfully performed by tying a truss of 
rusted straw to a barberry bush, the straw being wetted twice daily <*>. 

The sporidia germinate freely on the barberry in the presence of moisture, and 
infection may take place during the day or night but is favoured mostly by daylight. 
Penetration by the germ-tubes put forth by the sporidia is direct, through the cuticle 
1 he leaves, stems, spines, petioles, flower-sepals, and even the berries of the barberry 
may be attacked by the sporidia, and on all these parts, red spots, which herald the forma¬ 
tion of the accidial stage in the reproduction of the rust, may be developed. It is the 
expanded leaves, however, that catch most of the blown sporidia, and they are susceptible 
to infection only for about 12 days or so after unfolding <»>, for soon after that period the 
leaves become more resistant, probably by virtue of developing a thicker cuticle ° ,0> . 
Following penetration of the leaf on the upper surface, the mycelium becomes estab¬ 
lished in the palisade mesophyll, and while some hyphae may enter some of the host cells 
by means ol short, beak-like processes to produce haustoria, other hyphae, which are 
broader, remain intercellular and increase by branching ; the haustoria may be simple 
and spherical, or develop into 3- or 4-cclled hyphae, and at a few places may appear as an 
intracellular mycelium, but the fungus leaves the cells almost directly to occupy the inter¬ 
cellular spaces of the mesophyll again. It is important to note, in view of what is stated 
below in relation to the sexual phase of P. gram inis, which takes place in these infections 
on the barberry, that several of these infections from separate sporidia may be found 
close together, even within a range of two or three cells of the epidermis of the host. 

Two types of fructifications, spermagonia and accidia, which may be considered 
as the perfect, sexual stage in the life-history of the rust, follow upon sporidia! 
infections on the barberry leaf (Figs. 67, 183 b ). The spermagonia (or pycnia) 
are produced on the upper surface, and these are followed at more or less opposite 
places towards the lower surface of the leaf by one or more accidia. Usually the 
accidia are very numerous and aggregated close together to form dense clusters, 
the name ‘ cluster cups ’ being frequently applied to these fructifications, which 
break out at the lower surface of the leaf (Fig. 184). 

The spermagonia are flask-shaped conceptacles lined with very narrow ‘ sper- 
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Fi«. 183.—Sexuality in Piiainia graminit. ./. xcclion 
of barberry leaf showing a sicrilr infection; note, 
spermauonia still in active discharge on upper 
surface; at lower surface, numerous unfertilised 
accidial primordia. H, leaf section show mu at upper 
surface defunct spermauonia (fertilisation having 
been e(fected); at lower surface, five fully matured 
aecidia discharginu aecidiospores; note at the 
centre, an unfertilised primordiuni (by permission 
of Ruth Allen, J. /Igric. Ret.) 



Fl<». 1S4. Pm limn graminit. Cluster cups; 
aecidia on the under side of a leaf of bar- 
l*err\ ( approx. X) (photo by permission 
of J. II. Craigie. /><*»»/. ('an. Dept, /lurir., 
/•'nnn'. Pull. K4). Inset, aecidtal pustule 
on liarberry leaf ( » J) (photo by Foiltcr 
& Noble) 


matial hyphac ’ which converge towards the narrow neck opening out into a small 
ostiolc at the epidermis (Figs. $t), 185). These slender hyphac cut off countless 
minute spores, the ' spermatia ' (pvenospores) which are exuded at the ostiolc 
in a copious supply of sweetish ‘ nectar * or ‘ honey dew ’. As already stated 
in Chapter I (on reproduction of fungi), these minute spermatia are considered 
to fulfil the function of male fertilising cells. Spermatia have, however, been 
observed by some to germinate feebly by the production of short germ-tubes, 
and they have also been found to copulate by means of their germ-tubes, but 
the further history of these spermatial fusions has not been elucidated. 

/*. f>raminis is heterothallic, the four sporidia of a basidium being of 
opposite ‘ sign ’, two ‘ 1 ' and two ‘ ’ '*• -*• h - 7> . Infections performed with sporidia 
of either sign give fully developed spermagonia, but only the primordia of aecidia, 
in the barberry leaf (Fig. 183 a). After one or more spermagonia have been 
formed below the upper epidermis, the same mycelium that gave rise to them 
traverses the mcsophyll, and in one or more positions somewhat closer to the 
lower epidermis than the upper, a loose bed of hvphae consisting of uninucleate 
cells is laid down in preparation for the formation of an accidium. Rut as long 
as an aecidial primordiuni remains throughout uninucleate, its development goes 
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1*10. 185.— Purtiniu gram inis. A thick sec¬ 
tion of a spvrmugonium (pycnium) on 
barberry leaf; note the two types of 
emergent hvphae, one kind being the 
receptive hvphae for accommodation of 
spermatia (pycnospores) ( . approx. 
.150) (by permission of Craigie. Dorn. 
Con. Dept. Auric., Finns'. Hull. 84) 



Etc. 186.- Puctinia grantinis. A com¬ 
pound pustule on a barberry 
leaf. An infection by a ♦ spori- 
dium has fused with an infection 
by a sporidium. fertile accidia 
being produced ( » approx. 2-7) 
(photo by permission of Craigie, 
Dorn. Can. Dept. Ague., Finns'. 
Hull. 84) 


no further, for it is still haploid, the product of either a * or a - sporidium U2, 
l'°r complete development of the primordium, a dikaryophytic condition must 
he established within its mycelium, and apparently there are various ways by 
which this can be brought about. The initiation of a hinuclcatc condition in the 
mycelium of the rusts constitutes the first stage in the sexual reproduction of 
these fungi, and occurs when two or more sporidia of opposite ' sign \ + and -» 
germinate on the host close together (Fig. 186). As indicated in Chapter I, the 
process may be effected by the fertilising action of the spermatia on certain hyphae 
(which have been interpreted as * trichogynes \ ' periphyses', or 4 paraphyses ), 
which emerge to the leaf surface close to, or even through the ostiole of, a sperma- 
gonium.and presumably connected to the accidial primordium (Figs. 66, 185). 1 ° 
this way, ‘ male * nuclei from the spermatia are believed to pass into ' female cells 
within the primordium, rendering them hinuclcatc. Such a hinuclcatc condition 
may also be brought about, at least in some of the rusts, by the mere intermingling 
and cell fusion of f and - mycclia, in the aecidial primordium. By either way, 

‘ fertilisation ’ is said to be attained when certain cells of the primordia come to 
contain ‘ paired nuclei \ one nucleus of a pair being descended from that of a 
sporidium, and its mate from that of a sporidium. These binucleate cells ma) 
be found more or less towards the inner boundary or base of the primordium, 
and with further development a well-defined layer or hymenium of female or 
4 fertile ’ cells is formed. These cells are somewhat rectangular in shape, with t c 
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long axis at right angles to the leaf epidermis; they are all binucleate. Some 
cells of the primordium may still be found uninucleate but they take no further 
part in the general development of the aecidium and gradually get crushed out. 
These sterile cells form, in fact, a kind of ‘ buffer ’ between the leaf epidermis 
and the fertile cells. A number of the fertile cells eventually form a well-defined 
group of binucleate cells, all in close lateral contact, and as they divide trans¬ 
versely, their nuclei meanwhile dividing conjugately, each cuts off in the direction 
of the lower epidermis, a binucleate aecidiospore mother-cell which, in turn, 
divides to form a small, flat interstitial cell, and a larger cell which is the true 
aecidiospore ; both are binucleate (Fig. 65). Meanwhile all the developing spores 
are being pushed forward because each fertile cell repeats these divisions several 
times to form a chain of aecidiospores and interstitial cells (Fig. 67). Thus by 
the simultaneous development of all the fertile cells at the base of the aecidium, 
a cylindrical, brush-shaped mass of spores and interstitial cells arises in the host 
leaf, ready to break out at the lower epidermis. The outermost spore chains, 
forming the periphery of the cylindrical group, are sterile ; they remain perma¬ 
nently coherent but gradually lose contact on their inner side with the fertile spore 
chains within, all of which tend to separate from each other in preparation for 
dispersal of the aecidiospores. The outer coherent cells thus form a protective 
cover or ‘ peridium ’ to the spore chains, and the peridium is closed over the top 
of the aecidium by a coherent layer of similar sterile cells. When the latter are 
forced outwards by the general expansion of the aecidium, the lower epidermis 
of the leaf is broken and this is followed by the breaking of the peridium itself, 
which is now bell-shaped, and it becomes much torn around the opening, where it 
appears like a thin paper bag with a white fringe around the now exposed orange- 
coloured mass of aecidiospores. The spores are readily dispersed by wind, and 
when quite free are spherical, but while still in the cup, especially if low down, arc 
hexagonal in shape from the mutual pressure of the spore chains. Ripe aecidio¬ 
spores are binucleate and measure from 14 to 26/* in diameter, and have about 
six germ-pores in the wall (Fig. 67). These spores serve to return the rust to the 
cereal or other graminaceous host and cannot infect the host which produced them. 

The aecidiospores germinate on the wheat in the same manner as uredospores 
and, like them, their germ-tubes gain access to the host tissues through stomata. 
The spores, being binucleate, are responsible for the establishment of a dikaryo- 
phytic mycelium within the cereal host, and we have seen how this mycelium 
gives rise first to uredosori of binucleate uredospores, and later to sori of tcleuto- 
spores which are likewise binucleate when young, but uninucleate when mature. 
In the ripe teleutospores, the two nuclei, descendants of those which paired in 
the fertile cells (and presumably descendants of + and - sporidia) at the base of 
the aecidium on the barberry, fuse together. The ripe teleutospore, therefore, 
represents the diploid, sporophytic zygote in the life-history of the rust. 

The incidence of black rust and the development of epidemics of the disease 
are influenced by numerous factors. In the first instance there must obviously 
be an abundant supply of spores for infection. We have seen that the absence of 
the alternate host, the barberry, makes little difference in countries of warmer 
climate, since the rust can survive from year to year by means of uredospores 
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and even in colder regions uredospores can be carried in by wind from 
latitudes. Though these spores may often be found adhering to the grain, there 
is little risk of infection from this source, since the spores perish before the grain 
is sown ; and the existence of the teleutospores on infected straw that may be 
returned to the soil in manure does not encourage infection, for teleutospores 
are innocuous to the cereal host. 

Temperature plays a very important part in the incidence of rust. As already 
mentioned, uredospores are intolerant of very low winter temperatures, and low 
temperatures at uredospore infections tend to lengthen the incubation period; 
thus, about a week longer is required from the time of infection for the formation 
of uredosori on plants held at io° than at 20° C., and much longer at o° or i°C. 
Hut these considerations of temperature have by no means a general application, 
for there are some physiologic races of P. graminis tritici which differ in their 
ability to produce uredosori even at comparatively low temperatures <«>. Again, 
low temperatures of o to 1 C. stimulate the production of teleutospores, which 
also germinate sooner and more abundantly than those formed at somewhat 
higher temperatures, but here, again, there are considerable differences observed 
in the rates of teleutospores formation among different races of the pathogen ; 
some races form teleutospores quite soon after the uredospores, but other races 
require a longer period <•*>. Somewhat higher temperatures, of 12 0 to 21 0 C. are 
more favourable for infection of the barberry, than low temperatures, but the 
latter arc not always inhibitive to infection ; thus, when infected bushes were kept 
at o C. for three weeks, spermagonia were developed when the temperature was 
raised to 18 or 20" C., and freezing destroyed the barberries before the rust 
fungus was killed <sl . It is clear, therefore, that since physiologic races of 
P. graminis are peculiarly sensitive to changes of temperature, it is necessary when 
evaluating these races in respect of their effects on the differential standard hosts 
(see Chapter II, p. 91) to carry out the procedure under equable conditions of the 
environment, and the maintenance of a constant temperature is one of the most 
important considerations. A temperature of 65" F. (i8°C.), in conjunction with 
a moderate light intensity such as is experienced during spring or autumn <«\ is 
generally agreed as being satisfactory for the purpose <«>. 

We have seen that infections with rust spores are only possible when the host 
plants are wet, and even a saturated atmosphere does not give a sufficiently humid 
condition. The germ-tubes require a film of water for penetration, but once 
this is accomplished a high humidity is not so important for parasitism of the 
host ,8 \ I aking the factors of temperature and humidity together, rust on the 
cereal crop is severe in seasons of abundant moisture when the temperature is 
about 17° or 18 0 C. (62 or 63° F.), a combination often experienced during 
wet spells alternating with bright, warm periods. Continuous cool weather is a 
deterrent to rust, as also are dry cool, and dry hot periods, but the latter, though 
protective to the host, tend to hasten unduly the ripening of the crop and to 
affect adversely the filling of the grain ,8 ». 

With the existence of so many physiologic races of the pathogen of black rust 
of wheat, and of so many different strains of the host, behaving differently in their 
reaction to these various races, it becomes a matter of great difficulty to determine 
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the true nature of resistance to this disease l8) . There appear to be two types 
of physiological resistance, one protoplasmic, and the other functional and there 
is also a kind of resistance which seems to be morphological ,,4, . Protoplasmic 
resistance possessed by the host appears to assert itself soon after the plant is 
attacked, and while a germ-tube may penetrate a resistant or immune host, even 
to the extent of destroying some of the host cells, the germ-tubes are themselves 
early killed. The resistant principle is antagonistic and lethal, but its nature is 
not known, nor is it clear what the nature of the physiological properties can be 
with which resistant or immune plants are endowed. There is, moreover, no 
general agreement that any differences in the morphological, or anatomical struc¬ 
ture, or in the nature of the nutritive contents ,l7 ', of the host, have any bearing 
on relative resistance or susceptibility of the cereal host to rust. While it used 
to be thought that the amount of sclercnchyma in the host, the size, and number 
per unit area of the stomata, the thickness of the cuticle and of its waxy bloom, 
etc., were all factors in some measure controlling resistance, it is now believed 
that resistance to rust, as to most other diseases, is both functional and morpho¬ 
logical, but that no generalisation can be made. Even so-called anatomical resist¬ 
ance may vary in one and the same plant according to the amount and relative 
disposition of collenchyma and of the strands of sclercnchyma around the vascular 
bundles in different parts of the stem <M *. 

The selection of varieties of wheat resistant to, or immune from, black rust 
would not prove to be the difficult problem it undoubtedly is, if the numerous 
physiologic races of the pathogen remained stable, and the reactions of the different 
hosts to particular races of the fungus the same in all localities. Obviously, 
in countries where the presence of the barberry is essential to the carriage of the 
disease to the cereal crops, its eradication is of the first importance •" *. Its removal 
would help to stabilise the known races of the parasite by depriving these races 
of the opportunities for hybridisation ° 0 '. New types of wheat favoured for their 
resistance to black rust are, unfortunately, not always resistant to other diseases, 
such as the yellow rust, brown rust, bunt, and smut. Thus, Kota wheat, intro¬ 
duced into Canada in 1921, found immediate favour, but fell ready victim to other 
diseases and has now disappeared. In Saskatchewan and Manitoba, the * durum ’ 
wheats, in 1917 and 1918, were more resistant to rust than the ‘ bread ’ wheats, 
but in subsequent years this was not maintained. The breeding of wheat in 
respect of resistance to black rust (or other diseases) is a long programme, requiring 
at least 12 to 15 years before resistance can become established in the progeny. 
Recent resistant varieties arc Renown, Apex, and Thatcher, the last named now 
replacing the one-time resistant Ceres which has become susceptible to the highly 
prevalent ‘ race 56’ of the pathogen ,,2a '. It is gratifying to note that these 
are but the first results in the introduction of new varieties of wheat which promise 
to show a high degree of resistance to black rust 27 ». In the hard red spring 
wheat areas of Canada and the adjacent States, the problem of black rust of wheat 
has now apparently been solved by the use of resistant varieties ,ga * iic) . 

Although fungicidal dusts, both copper and sulphur, have proved to be highly 
toxic to rust spores 1,1 \ their application to the prevention of rust is hardly practi¬ 
cable on a wide scale. As already indicated, the eradication of barberrv bushes 
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from hedgerows and farmsteads should he systematically carried out, as there is 
ample evidence in Britain that black rust breaks out every year where these shrubs 
arc common. 
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Yellow Rust of Wheat, Puccinia glum arum (Schm.) Erikss & Hcnn. 

Though yellow rust (or stripe rust) of wheat is common and more important 
than black rust in Britain, it rarely ruins the crop to the same extent as Mac 
rust. Throughout Europe in general, however, it appears to be the most destruc¬ 
tive of all cereal rusts. In the United^States it occurs in the Pacific and inter¬ 
mountain States <l7 - 29) ; and in Canada is confined to British Columbia, Alberta ' . 
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and west Saskatchewan <27) ; it occurs also in Mexico, the Argentine (,8) ; south- 
central Asia, Russia (30) , India (24> 2S \ China 137 ', and parts of Africa ,8> 37 

In some years the disease is accountable for very serious losses in the field, 
due to destruction of the foliage, followed in some cases by sterility of spikelets 
or in the production of badly shrivelled grain. Though there is no substantial 
evidence that yellow rust is seed-borne, the germinative capacity of the grain is 
reduced if spores of the fungus ale present in the grain-coats ,,9 \ 

Puccinia glumarum occurs in Britain chiefly on wheat, is fairly common on 
barley, occasionally on rye, and on a large number of grasses; on some of these 
hosts it has become specialised, and about 14 physiologic races of P. glumarum 
are known to attack different varieties of wheat o. s.11.20.26.17. 


Yellow rust appears earlier than black rust and, while in Britain and other 
parts winter temperatures are fatal to the uredospores of black rust, uredospores 
of yellow rust can tolerate very low temperatures, even many degrees of frost, 
and may often be found in the depths of winter - 4 '. Thus, uredospores may 
be found in England on young leaves of wheat during the late autumn. The 
disease makes little headway, however, until the crop begins to grow actively, 
but by the end of March there may be quite an appreciable amount of infection 
which, by the end of May, has usually 
become well established The time of 
earing appears to be a factor in reaction to / 

infection of different varieties of wheat, \ 

those ripening early being more heavily j / 

attacked than those maturing late <w '. When , / 

infected plants have reached the heading L. 

stage it is comparatively easy to pick them I \ L 

out, even in the absence of pustules, because 111 - / 

infected heads are much lighter, of a J[l| /•, 

yellowish green, while the healthy crop is j jjj ft 3 

still green in colour. 

The uredosori appear as bright-yellow 
pustules chiefly on the leaves (Fig. 187), but 
in severe attacks they may also be found on 
the sheaths, stem, on the spikelets, covering 
the glumes, pales, and even the grain. Follow- EwH 

ing infection, the 'green colour of the leaves In IK 

first of all fades in long streaks, and later, as 
small pustules of uredospores arise along them, 
a distinct yellow-striped effect is imparted to j j.' jM 

the leaves. The uredosori are sub-epidermal ; 

and remain covered for a much longer time l ! tlji 

than in the other rusts, but when they finally 
break through, the yellow uredospores are shed ' i 91 

and dispersed as usual by wind. They are ' 1 ■ \ 

spherical to ovate in shape, binucleatc, very 
variable in s,ae; from a, «o 35 by ao ,o 35 , ; 
the spore wall is colourless, minutely echinu- & Noble) 


I* ic. 187.—Ycllb.wrust (Puccinia glumarum). 
On leaves of wheat (photo by Foister 
& Noble) 
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F, °- i 88. Puccinia glumarum. A. section through a tcleuto- 
sorus ( x 240). B, germination of uredospore ( x 240). 

C, germination of tcleutospore ( x 198). Puccinia fruit ina. 

D, section through a uredosorus. E, through a teleutosorus. 
Showing 1- to 3 -cclled spores, and paraphyses ( > 240) 
(Fig. C after Jaczcwski) 


late, and may possess from 
6 to 16 germ-pores. On the 
glumes the uredosori are in 
rows parallel with the veins 
and may even be found on 
the awns. When dehiscence 
takes place the uredosori on 
the glumes mostly open on 
the inner side, upon the pale, 
so that the spores collect in 
the narrow crevices among 
the floral parts ,0 . What pos¬ 
sible function these trapped 
spores can have is not known, 
for in such a position they 
cannot be wind-dispersed, 
and though urcdosporcs are 
often found embedded even 
below the pericarp of the 
grain itself, there is as yet 


no confirmatory evidence that, 

on germination, spores from these sori may be carried up on the young shoot and, if still 
living, might start an attack of rust. 

The tcleutosori appear later, towards the maturity of the host, on the leaf sheaths, 
glumes, more rarely on the leaf blade, but always abundantly on the sheaths. Though 
they may often be found along the edges of old uredosori, it is very infrequent that teleuto- 
spores and urcdosporcs occur together in the same sorus, as is often the case in black rust. 

I he telcutosori are compact, dull black spots, arranged in rows like the uredosori. They 
do not, however, as in black rust, break through the epidermis at all, but remain as flat 
black crusts (Fig. 188). The tcleutospores arc dark brown and flattened at the top in 
contact with the epidermis ; they are two-celled, from 35 to 63 by 12 to 20/x, and arc 
interspersed with brown, unicellular paraphyses. When released they are capable of 
immediate germination, thus requiring no period of rest, but apparently they serve no 
purpose, for in the life-history of P. glumarum there is no intervention of a second host 
such as the barberry for P . graminis nor are the sporidia capable of infecting wheat or any 
other cereal or grass, so far as is known. It is probable that the fungus was originally 
heteroccious but that the aecidial stage, becoming of little value, has been lost. But the 
frequency with which P. glumarum gives rise to new physiologic races is strong pre¬ 
sumptive evidence that an aecidial stage exists and on which hybridisation of known races 
can occur, but no aecidia-bcaring host for this rust has so far been discovered * ,4> . Unless 
the new races arise by mutation it is difficult to account for them in the absence of an 


alternate host <,2> . 


In most places P. glumarum is believed to over-winter in the form of uredo- 
spores which, as above stated, are capable of withstanding very low tempera¬ 
tures <24 ’ There is evidence, too, that yellow rust can survive the winter 

as mycelium in the host leaf, and if the infected host can live through the winter, 
the mycelium produces fresh sori of uredospores in the spring (,) . It is probable 
that resting mycelium is capable of survival in various wild-grass hosts of this 
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rust, such as couch and cocksfoot, and may persist during dry summer months 
in the tissues of these hosts, under climatic conditions which the uredospores 
themselves could not tolerate. Possibly some, at least, of the grass hosts harbour 
the same races of the fungus which attack wheat and other cereal hosts of this 
rust. 

When the uredospores germinate, as on the wet surface of a leaf, the germ-tube 
forms a feeble appressorium over a stoma before the entering hypha swells up in 
the sub-stomatal space to form a rather firm, thick-walled vesicle. From the latter, 
one or more infection hyphae proceed to ramify within the mesophyll, establishing 
in these cells, here and there, uninucleate club-shaped, or sometimes branched, 
haustoria which are almost invariably to be found in contact with the nuclei of 
the host cells. Other hyphae emanating from the sub-stomatal vesicles, with 
little or no branching and without forming haustoria, run in a longitudinal manner 
under the epidermis, from one stomatal cavity to another, in the fashion of* runner’ 
hyphae, resulting in a continuous band of infection which may extend the full 
length of the leaf. The hyphae are very thick, to to 19/1 across, and may remain 
for a while unseptate or coenocytic, but later, with gradual development of cross- 
walls, short multinucleate segments are established, and as segmentation progresses 
further in both the ' runners ’ and the short branching hyphae, there is a gradual 
approach to a binucleate condition of the mycelium, especially in groups of hyphae 
which are seen to collect beneath the stomata. 'These groups consist of narrow 
hyphae 3 5 to 6/1 in diameter and develop into uredosori. A bed of binucleate 
cells gives rise to a layer of elongated basal cells, the stalks of the future uredo- 
spores, and several uredospores arise in succession from the same stalk ; para- 
physes arc also formed but they arc not always present 

P. glumarum is intolerant of high temperatures, and both spores and mycelium 
grow best around 11 C. ; spore germination, however, is not inhibited at tempera¬ 
tures up to 20 , but takes longer ; the maximum temperature is about 25" C., 
which is considerably lower compared with 30 C. for the other rusts ,l0 * 27 - J4 > 36 - 38 \ 
The importance of the temperature factor in the incidence of yellow rust may be 
illustrated by the gradual diminution of the disease in the Canadian prairie as the 
more easterly parts arc reached, the high day temperatures prevailing probably 
preventing the growth of the fungus during the summer. In Alberta, again, 
the disease is prevalent only in the autumn, the spread of the rust coinciding with 
the shortening of the day and a reduction in the day temperature t27) . The effect 
of light on the development of the uredosporc stage showed, however, that a 
6-hours’ day, in comparison with that of 12 hours, increased the incubation period (4) . 

Weather conditions are a determining factor in the incidence of yellow rust ,4) . 
The disease is practically absent from areas which experience low rainfall and 
high summer temperatures. In localised areas, however, such as river valleys 
and other low-lying sites, conditions may be sufficiently humid to permit the 
development of epidemics <3 \ In general, heavy rainfall and low average tempera¬ 
tures are essential to the spread of yellow rust. But apparently there are some 
strains of wheat that can succour the disease even in dry seasons. In England, 
in 1919, a very susceptible variety of wheat growing in the neighbourhood of 
other, moderately susceptible kinds, was attacked with great intensity during a 
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Period of drought whereas the other varieties remained perceptibly free, the 
reason probably being that very susceptible varieties are attacked over a wide range 
of temperature, the fungus being capable of making progress in the tissues of 
the host even during hot weather <*>; a similar experience was recorded in Italy (28) , 
but in these instances it is probable that other factors were also incident to these 
outbreaks of yellow rust in summer weather. It is known that some races of the 
fungus have a higher optimum temperature than others, and some strains of wheat 
are equally susceptible at any age, at all times of the year <«>. 

Plants attacked severely by yellow' rust suffer mostly from impoverishment 
of the root system. 'Phis is a result of heavy leaf infection, and since the roots 
of cereals in general arc so dependent upon direct translocation of elaborated food 
from the leaves, having little stored for their immediate needs, the roots suffer 
badly. Moreover, active transpiration, having the effect of cooling the leaves, 
favours infection by reducing the temperature, and a turgid condition in the 
leaf cells also assists the fungus, so that the absorptive capacity of the rooting system 
is still further taxed and fails to keep up with the demands of the plant. If infec¬ 
tion of the wheat plant be followed from the seedling stage (it occurs only after the 
primary leaf has begun to expand) it soon becomes evident that there is a general 
retardation of growth, and though the stunted plants may fructify, the yield of 
grain and straw is reduced, and both the cars and the grain are below normal size. 
Obviously the adverse effect of the rust on the host diminishes, the longer infection 
is delayed up to heading point, but even then the roots arc the parts to suffer 
most. It is remarkable that even on the more resistant varieties of infected 
wheat, on which relatively few pustules appear, there is the same general trend 
towards root impoverishment, with reduction in weight of roots, in total dry 
matter, and in the yield of grain ,6> . 

Wheat is adversely affected, in respect of susceptibility to yellow rust, by 
unbalanced manurial treatment. 'Phis cereal is more open to the disease if it 
follow's legumes and root crops in the rotation, owing to excess of nitrogen in the 
soil and depiction of potash and phosphoric acid, both of w hich confer upon w heat 
a high degree of resistance to disease ; liming also tends to check the rust ,l3 ' ,6< 2,) - 
Infection of w heat is worse in deep loam and heavy soils than in light soils. 

It is reported that the effect of yellow rust in the leaves of susceptible wheats 
is to induce the secretion of fat from the plastids, thus preventing normal formation 
of starch in the affected cells, the fungus presumably diverting the fat to its own 
use. When the chloroplasts become disintegrated, the fungus then attacks and 
finally kills the host cells. It is thought that resistant varieties of wheat are capable 
of preventing this degeneration of the plastids and their products by the formation 
of phenolic compounds in the cell sap l22 \ but how far this factor covers all types of 
resistance to yellow' rust is not known, for few varieties of wheat arc immune from 
yellow rust, under divergent conditions, especially in relation to fluctuating 
temperatures (l01 . Even in respect of one or more physiologic races of the fungus 
from which a particular variety of wheat is immune, resistance of the host may 
be only seasonal, or it may acquire its resistance with advancing age, or it may be 
uniformly resistant only within certain limits of temperature ( - 8> 33 *. 

Wheat appears to be more liable to yellow rust if simultaneously attacked b> 
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bunt; and indeed, this coincidence has been used to test relative resistance of 
wheats to yellow rust; it is suggested that in testing wheat varieties for resistance 
to P. glumarum the grain should be previously bunted and, if no yellow rust appears, 
it is truly resistant (9> 33 •. 

Immunity from, and susceptibility to, yellow rust arc inheritable properties 
in wheat; they behave as unit characters * 7 '. The F, generation of an immune 
with a susceptible strain is susceptible, but in the selfed F. generation there is a 
3 to i susceptible to immune segregation. Resistance, therefore, is a recessive 
character, the immune F. breeding true "• ’• Bv hybridisation of favourable 
types of wheat, resistance to yellow rust has been established in many countries, 
but the results have no general application, and while certain varieties of wheat 
so produced have high resistance in some localities, they are liable to fail in other 
places. In Britain the variety Little Joss has been in favour for many years ; 
and at the Welsh Plant Breeding Station, while it was found that, in general, the 
differences observed in the severity of the attack by yellow rust on different varieties 
of wheat were due, perhaps, more to the time of sowing than to variety of wheat, 
few varieties proved to be truly resistant, but Yeoman possessed the valuable 
property of combining great powers of resistance to both black and yellow rusts ; 
Carton’s Early Cone and Percival’s Blue Cone are also recommended ; the 
varieties Swedish Iron, Dutch Million, and Red-Stand-Up have also a high degree 
of resistance to yellow rust but are severely attacked by black rust 121 

Experiments in Germany showed that good results against yellow rust followed 
the sprinkling of highly susceptible plants of winter wheat with calcium cyanamidc, 
applied at 8o to 200 kg. hectare, in the early morning 
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Brown Rust of Wheat, Puccinia triticina Erikss. 

Brown rust, also called orange rust or leaf rust of wheat, occurs in all parts 
of Britain but is of little economic importance in this country. Under natural 
conditions it is confined solely to wheat, but under experimental tests successful 
infections were obtained on a species of Agropyron (A. trichophorum) ; and in 
Kansas a number of wheat x rye hybrids yielded to infection when inoculated 
with certain races of Puccinia triticina causing this disease <8 - ,4) . In England, 
rye and barley also yielded to infection ; on rye the reaction was different from 
that on wheat and the spores produced on barley would not infect barley again (,0) . 
In Indiana, in 1931, there was a reduction in yield of from 14 8 to 28 4 per cent., 
and approximately three-fourths of the grain losses in this region due to the rust 
were attributed to a reduction in the number of grains per head and the remainder 
to reduced weight per grain ,61 . Brown rust is common wherever wheat is grown; in 
certain parts of North America it can be very destructive, and in 1938 an epidemic 
of this rust was the worst on record in the United States, attacking varieties of 
wheat which had long been resistant to it and doing great damage to early hard 
red spring wheats (l7) . On some kinds of wheat brown rust is frequently found 
in association with black rust, but it can also attack severely other varieties of wheat 
which are resistant to black rust (2,) . 

Brown rust is mainly confined to the leaves, rarely occurring on the stems and 
heads. Heavy infections, therefore, greatly retard photosynthesis with the result 
that if the disease, as in some localities, develops early, entire leaves turn yellow 
and wither before the plants are about a foot high < 28 >. Marked interference with 
leaf functions and a tendency to increase of transpiration consequent upon infec¬ 
tion cause plants to take a much longer time to head out and mature. Altogether, 
heavy rusting of the foliage retards normal maturity and this is reflected not only 
in a reduction in the grade, yield, and quality of grain (22 - 27 >, but in the yield of 
straw and, in particular, as in attacks of yellow rust, in a deterioration of the 
rooting system. The roots appear to suffer irrespective of the time of infection, 
and plants which reach the heading stage free from disease may become as severely 
affected as if they had been associated with the fungus from the seedling stage. 
Heads are slow to appear on heavily rusted plants, and may either emerge slowly 
or fail to clear the sheath at all. As the crop ripens, susceptible plants do not turn a 
normal yellow but assume a greyish-green colour even after their grain has set 
hard (l6> . 
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The uredosori of P. triticina break out from under the epidermis as orange or brown 
specks. They do not arise in rows or stripes as in yellow rust but are grouped in 
small clusters or irregularly scattered. The uredospores are brown and spherical, 16 to 
28 n in diameter, the wall minutely echinulate, and furnished with 7 to 10 germ-pores 
(Fig. 188 d). Infection by uredospores occurs through the stomata, on either side of the 
leaf. Over a stoma the germ-tube forms an appressorium which, in contact with the 
guard cells, so affects them that the penetrating hvpha appears to wait for the stoma to 
open, penetration being effected at one end of the opening ; it is also suggested that 
the function of the overlying appressorium may be to exert pressure between the closed 
guard cells, thereby prising them apart to admit the infection hypha * 7 '. Within the 
sub-stomatal cavity the invading hypha expands to form a vesicle from which branching 
hyphae develop to invade the leaf. Sometimes two or more germ-tubes may penetrate 
the same stoma, and appressoria and sometimes sub-stomatal vesicles fuse together 
at a common seat of infection. An intercellular mycelium with haustoria is soon 
established, but infection has no immediate adverse effect on the cells of the mesophyll, 
and the cells remain alive with their plastids full of starch for about 9 or 12 days after 
infection <a *. 

P. triticina rarely forms teleutospores (Fig. 188 k). In some years they are quite 
plentiful, and at other times search for them is entirely unsuccessful. Some attribute 
their erratic appearance to vagaries of climate, while others find that their formation 
appears to depend on a certain stage of maturity attained by the host ' ,4 '. The sori are 
scattered chiefly on the underside of the leaf and on the sheaths, and, like those of yellow 
rust, do not break through the epidermis. The teleutospores resemble those of yellow 
rust in size and shape but the sorus is divided up into small groups by the interpolation 
of paraphyses. The spores are smooth and brown and are said to be viable for two 
years 

An alternate host on which this rust might develop its aecidial stage remained 
undiscovered for a long time, until 1921, when aecidia were found, in the United 
States ,u \ on the meadow rue Thalictrum flavum , and other species of Thalictrum 
also yielded to sporidial infections. Aecidia are, however, not of common occur¬ 
rence on Thalictrum in nature, and so far they have not been discovered in Britain. 
In this country they may possibly exist on a different host, for in Last Siberia they 
were found to develop under natural conditions on the leaves of another member 
of the Ranunculaceae, namely Isopyrum fumariviiles , and wheat was successfully 
inoculated with the aecidiospores produced on this alternate host; probably the 
climatic conditions in Siberia are favourable to the development and normal 
germination of the teleutospores ,5 ‘. Moreover, three species of Echium , one of 
Anchusa and two of Cy nog loss um (of which the viper's bugloss, alkanet, and hound's 
tongue are species of these genera, respectively, common in this country) 
reacted positively to infection with a certain race of P. triticina in Portugal ,v ». 
The fungus is heterothallic. In the leaves of Thalictrum sporidial infections arc 
followed by the establishment of an intercellular mycelium in the mesophyll 
in the cells of which small, unbranched haustoria are developed ; spermagonia 
appear on both sides of the leaf and the production of spermatia is accompanied 
by a copious discharge of fragrant nectar ; aecidia are formed towards the lower 
side of the thickened leaf ,i \ 

In the absence of an aecidial host in nature, P. triticina, like P. g/umarum, 
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apparently depends upon the survival of its uredospores to carry the disease over 
from season to season, and as the spores can tolerate low temperatures they can 
survive on host-remains in the field as well as on volunteer plants until the new 
crop appears. It is probable, too, that brown rust is enabled to winter as mycelium 
in the host leaf, and if the infected host can survive, the mycelium may produce 
fresh sori of uredospores to start new infections in the spring (26) . 

P. triticina embraces over a hundred physiologic races, some of which have pro¬ 
bably arisen by mutation ; about eight races are known in Britain (8 > 8a * ,0 - "• ,3> Z3 > 25> . 
All these races of brown rust apparently produce different, and in some cases 
abnormal, effects on different varieties of wheat according to changes of environ¬ 
ment, especially if exposed to extremes of temperature and variable degrees of 
light intensity. There appears to be an increase in resistance in normally suscept¬ 
ible reactions, found in many forms, associated with low light intensity and low 
temperature. Thus, at temperatures of 57 0 to 75° F., the varieties Malakoff, 
Norka, and Democrat developed greater susceptibility, while Carina, Brcvit, 
and Hussar showed greater resistance to brown rust at these temperatures <l0> . 
In general, as regards susceptible varieties of wheat, low light intensity tends to 
reduce susceptibility to brown rust, and susceptibility is increased as temperature, 
soil moisture, and light intensity are increased. An increase in protein and 
sugar content, at high soil humidity, appears to increase susceptibility to brown 
rust U3a *. Varieties of wheat which normally exhibit resistant reactions are on 
the whole less sensitive to fluctuations of the environment than those showing 
susceptible reactions ,2J) . 

This disease is favoured by the same meteorological conditions as those which 
favour black rust, but brown rust can develop over a wider range of temperature, 
especially at temperatures below 15 0 C. (6o° F.) <l8) . 

Relative resistance of wheat to brown rust is closely correlated with the age 
of the plant. Certain varieties of wheat, when inoculated with certain races of the 
fungus arc highly susceptible when in the seedling stage and very resistant to the 
same race of the parasite at heading time. Furthermore, these same varieties 
showed the uppermost leaves to be more resistant than the lower, older leaves, 
probably because in the latter the fungus finds a food more suitable to its needs 
and which has not as yet been formed or stored up by the younger leaves, 
or it may be that phenolic compounds are present in an active toxic state in 
the younger tissues. In certain varieties of wheat, as in Mammoth Red, the 
tips of the leaves were more susceptible to the rust than the younger tissues near 


the base (,5) . 

Resistance to brown and other rusts is clearly a complex problem and is affected 
by various factors, some of which arc inherent in the host and others environmental. 
In general, the summer wheats arc more susceptible than winter wheats to brown 
rust <Z4) . In certain localities in Canada and the United States there arc severa 
valuable wheats which are resistant, such as Carina, Brevit, Webster, Hope, an 
others, and hybrids between some of these and other valuable, though suscepti i e, 
forms give promise of strll greater resistance in the progeny (l - 4 - 8> ,9, 20 * 21 '• 

The following are the chief macroscopic features whereby the three rusts o 
wheat can be distinguished : 
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Black Rust 
( P. graminis) 

Stems most severely at¬ 
tacked, then leaf sheaths, 
leaves, and ears. 

Uredosori large, elongated, 
coalescing and dehiscing 
early, breaking up large 
fragments of the epi¬ 
dermis. 

Colour brown, becoming 
darker as teleutosori are 
formed in the same pus¬ 
tule. Found on all green 
parts of the plant. 


Yellow Rust 

(P. glumarum) 

Leaves most severely at¬ 
tacked, then leaf sheaths, 
stems, and ears. 

Uredosori small, oval, not 
usually joining together, 
bursting late and with 
little displacement of the 
epidermis. Arranged in 
rows or stripes. Colour 
brown-yellow. Found on 
all green parts of the 
plant. 


Brown Rust 
(P. triticina) 

Attacks leaves almost ex¬ 
clusively, rarely leaf 
sheaths, very rarely stems. 

Uredosori small but often 
longer than in yellow rust, 
oval or round, not usually 
running together, burst¬ 
ing with a fringe of 
broken epidermis around 
them. Never in long rows. 
Colour bright orange 
when fresh, becoming 
brown. Chiefly on upper 
side of leaf. 


Teleutosori like uredosori 
but black. Burst rather 
early. Found on all green 
parts of the plant, but 
least on the leaf blades. 


Teleutosori like uredosori 
but more flattened, dull 
black, and often run to¬ 
gether. Do not burst 
through the epidermis. 
Arranged in rows. Chiefly 
on under surface of leaves 
but also on all green parts 
of the plant. 


Teleutosori often absent ; 
when present resemble 
uredosori but more flat¬ 
tened and dull black. Do 
not burst through epider¬ 
mis. Chiefly on under 
surface of leaves, very rare 
elsewhere. 
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Bunt or Stinking Smut of Wheat, Tilletia caries (D.C.) Tul. 
and Tilletia foetida (VVallr.) Liro. 



Bunt or stinking smut of wheat is a much more serious disease of wheat, where 
it is prevalent, than the loose smut caused by Ustilago tritici , described below. 
Owing to the efficacy of seed treatment in the control of this disease, however, 
bunt has gradually dwindled in importance in Britain, but there has recently 
been a conspicuous increase and it is imperative that protective measures should 
not go out of practice. The disease is caused by two allied species of the lower 
Basidiomycetes, Tilletia caries (- 7 *. tritici ), and Tilletia foetida ( = 7 '. lev is). The 
former is much the commoner in Britain, where the latter is seldom met with (i) 
or apparently absent ,Ua \ though there are areas in the United States and else¬ 
where in which T. foetida alone is often found ‘- 1 - ««». Bunted kernels arc some¬ 
times found on wild and cultivated grasses, e.g. Triticum , Agropyron, and Lolium , 

and four other species of Tilletia 
are recorded on grasses in Britain 
<sa. ii. jo). 

Losses caused by bunt arc 
due to the replacement of the 
grain contents by smut spores, 
the grain coats being left more 
or less intact. Unless controlled 
they can be very serious; thus, 
it was calculated that in 1927 
bunt reduced the United States 
wheat crop by over 28 million 
bushels, an average of 5 bushel 
per acre harvested 09 1° 
Siberian Russia the average 
weight of healthy wheat grains 
of Triticum vulgare var. lu/escens 
was 34 578 mg. as compared 
with 11-159 mg. in bunted 
grains, and the loss of nutritive 
substance in infected grain was 
56 per cent, of that of healthy 
grain of the variety ferrugineum, 
and 68 per cent, for the variety 
lutescens ( « a ‘. The disease has 
the effect of shortening the 
straw, but tillering is often in- 
creased «• *• A( 

maturity the ears remain erect, 
dark or olive green, and with 
open pales and glumes within 


FlC. 189.— Bunt (Tilletia caries), and loose smut ( l'slit ago 
tritici). of wheat. . 4 , hunt, showing broken grains 
liberating the spores. B. C. loose smut, showing 
various stages of ear disintegration. D. a mixture of 
the spores of bunt (large) and of loose smut (small) 
(photos A, B, D, by Dillon Weston ; C, by Foister 
& Noble) 
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which the black bunt ball is seen (Fig. 189 a). Bearded varieties have deformed 
awns or the latter may be absent 181 . Bunted grain (‘ butts ’) are plumper and 
shorter than healthy grain. Some ears may escape infection in diseased stools, 
or an infected ear may bear single healthy grains. Wheat infected with bunt has 
been observed in Britain to show increased susceptibility to yellow rust caused by 
Puccitiia glumarum (8bl (p. 357). 

A bunt ball may contain from 1 to 4 million spores united into a greasy mass 
which hardens on drying, and has a pronounced smell of rotten fish due to tri- 
methylamine. The bunted grain may remain unbroken during harvesting, but 
at threshing is often ruptured and may contaminate clean grain at any stage from 
harvest to sowing (,7> 20 - 2S) . The spores adhere to the healthy grain, and other 
spores remaining in the threshing machine or sacks used for storing bunted grain 
serve to contaminate further stocks of clean grain. There is no spread of disease 
in the standing crop and infection occurs only in the soil when contaminated 
grains germinate. 

The two species 7 '. caries and T. foetida differ chiefly in their spores, the former 
having a reticulate wall, the latter a smooth one. In T. caries the spores, 15 to 21 fi in 
diameter, arc rounded, while T. foetida has more irregular spores measuring 16 to 25 fi. 
Both germinate in the same way by producing a stout germ-tube (promycelium) which 
bears a cluster of up to 24 elongated primary sporidia at its tip The fusion of these 
in pairs and the subsequent formation of secondary and tertiary sporidia, which are 
forcibly discharged by the water drop mechanism (and are held to be the true basidio- 
spores) has already been described (p. 41). 

The haploid mycelium from the basidiospores (Fig. 63) is composed of thin non- 
septate hyphac, which must unite with mycelia of ccmplementary sex to form a septate 
mycelium of stouter binucleate cells before infection can result <•». Both T. caries and 
T. foetida arc hcterothallic, so that only mycelia from two sporidia of sexually compatible 
strains are able to fuse and produce the full parasitic life cycle terminating in the diploid 
zygote <u > Fusion of paired nuclei has been observed just prior to the maturation of 
the smut spores, and it is a natural assumption that the fusing nuclei arc descendants of 
those derived from two complementary haploid sporidia, although it is not possible to 
trace a regularly binucleate mycelium in the intervening stages. 

Growth of the sporidial mycelium is poor below 5 0 C. but improves from io° 
up to about 20Spore germination is good in the soil at temperatures some¬ 
what below those (12 to i6 c ) that favour rapid growth of winter-wheat seed¬ 
lings and considerably below the optimum (16 to 20°) for spring-wheat 
varieties ,s - ,0 - l6 - 28 - ,4 '. Infection occurs over a soil-temperature range of 5 0 to 20° 
but is greatest about 10 . This is widely believed to be due to the fact that the 
seedling is only susceptible up to the time of emergence of the first green leaf 
from the colcoptile, and the longer this period of susceptibility lasts the greater 
the chance of successful infection. The evidence cited below, that varieties of 
wheat differ from one another in this response to inoculation at different soil 
and air temperatures may be one of the reasons why the predominant part usually 
assigned to the length of the pre-emergence stage of seedling growth in the 
initiation of infection has been questioned by some investigators (9> '*■ 3 °'. 

Following upon penetration of the coleoptile the parasitic mycelium passes to 
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the young shoot where, in successful infections, it keeps pace with the growth 
ot the host, causing little interference to it until the formation and development 
of the ears <«• 46 >. It is found chiefly in the loose cells of the pith which does not 
become hollow in infected, as it does in healthy plants <«>. Eventually hyphae 
accumulate in the ovaries, the cells of which are crushed and replaced by hyphal 
masses. As above mentioned, it is in these hyphae that fusion of paired nuclei 
takes place and there is a rapid transformation of the hyphal mass into smut 
spores filling all the grain internal to the pericarp to constitute a bunt ball. It 
has been suggested that factors stimulating growth of the host more than that of 
the fungus are responsible for failure of the latter to reach the ears in some tillers, 
but this seems difficult to establish, especially as wheat varieties react differently 
to such factors. Thus, while Hope wheat had only 2 4 per cent, bunt when trans¬ 
ferred from 9 ( to 21° C. after emergence but was 100 per cent, bunted when grown 
throughout at 9 0 , the variety Jenkin showed a high percentage of infection under 
both treatments un . That factors stimulating the growth of the host may enable 
it to outgrow infection seems a priori to be likely, and the observation that nitro¬ 
genous fertilisers may check bunt <*» may find its explanation here. The depth 
of planting has been considered to be important in some cases, either because 
deep planting may lengthen the susceptible period of the seedling or too shallow 
planting may bring it up into unfavourable aerial conditions for growth (7 * 26) . 

Soil moisture is another factor of importance in infection, as bunt is inhibited 
in very wet or very dry soils ; in one series of experiments the percentage of in¬ 
fection was 10-7 in a very moist soil, 55-3 in one normally moist for sowing, and 
22 3 in a dry soil. High moisture induces rapid germination of the wheat while 
retarding spore germination on account of deficient oxygen (, «- 4J) . Though the 
spores in bunt balls may germinate after 8 years and isolated spores after 3, if 
kept dry, those lodged in moist soils will mostly have germinated after a few months, 
so that in ordinary rotations their vitality is lost before the next crop is sown. 
Freezing preserves the spores, however, and bunt balls are known to survive on 
the winter-frozen soils of western Canada and a small part of the United States. 
In this area winter wheat can be attacked from the soil <*«•>, though in the rest 
of North America the intermittent heat and cold soon rids the soil of contamina¬ 
tion ,J0 - J ". An exception may be found in soils rich in organic matter in which 
the fungus can remain as a saprophyte in the sporidial stages over long periods. 
The relatively lower incidence of bunt in sandy soils as compared with those rich 
in humus may be partly due to failure to establish a saprophytic phase in the former 
but is also believed to be associated sometimes with the reaction of light acid soils, 
since the limit on the acid side for the germination of bunt-spores in soil has been 
found to be about pH $ <J0 - 34 >; there is evidence that soil type affects the course of 
germination of the spores rather than resistance of the host. It is not certain 
whether soil infection occurs in England, and upon this point further investigation 
is desirable (32a) . 

Numerous physiologic races of both T. caries and T.foetida are known, differing 
in pathogenicity, size, shape and hardness of the bunt balls, degree of reticulation 
of the spore wall, stunting of the host, dropping of awns, partial infection of the 
stool, and so on "• 5 - "• «<*»**.. j<*. jsi>. *7» a Owing to its nuclear history the bunt 
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ball comprises many diploid heterozygous units which may segregate for various 
characters on germination (2a - 29> ; new infections may tend to screen out some of 
these (3 - ,4 > 3,) . This is the probable explanation of the observed fact that continual 
passage through a given variety of wheat sometimes tends to enhance virulence, 
though it is also possible that quite new strains may arise as a result of hybridisation, 
as has been found to occur in the cereal rusts on their accidial hosts. Breeding 
against bunt meets with the familiar difficulties due to multiplicity of strains of 
host and parasite, and when (as is usual) resistance is first evident at the post¬ 
penetration stage, it is not always easy to determine whether this is due to a direct 
influence of the host cells or to such indirect factors as the relative rates of growth 
of host and parasite 08a '. The latter is, perhaps, the more probable explanation 
of the fact that some varieties are resistant when sown in the spring and suscept¬ 
ible when sown in the autumn ' 7 - -*• ,ia - 18 No varieties appear to be known that 
arc resistant to bunt in all localities under all conditions. Nevertheless a number 
of resistant varieties are now in cultivation in Canada and the western United 
States ft.«. *»>. 

Breeding against bunt is of relatively minor importance except when contamina¬ 
tion comes from the soil, owing to the case with which the usual source of infection 
from spores adhering to the grain can be eliminated by seed treatment. The 
' pickling ’ of wheat-seed grain against bunt is one of the earliest examples of the 
use of chemical thcrapeutants in the control of plant diseases. 

Copper sulphate was long the standard remedy for bunt and is still occasionally 
recommended. It is used as a solution of 1 lb. in 5 gallons water (equivalent to 
2 per cent.) and is sprinkled over the grain spread on a floor, the heap being 
repeatedly turned over until every grain is wetted. It is then dried, being turned 
over again a couple of times, and is ready for sowing. An alternative is to steep 
the grain by immersing it completely in a non-metal vessel (e.g. a barrel) containing 
the solution, stirring it well for about a minute, and skimming off the bunt balls 
which will rise to the surface. The solution is then drained off for further use and 
the grain dried quickly. Steeping is preferable to sprinkling when there are many 
bunt balls, as the spores inside the balls arc not killed by the treatment. Copper 
sulphate causes some damage to the grain, as the deposit on the seed injures the 
delicate primary shoot and reduces germination ; the injury is slight if the seed 
is sown within 24 hours but is quite appreciable if sowing is delayed. 

When formalin was introduced, it soon replaced copper sulphate as a remedy 
for bunt in most countries. Sprinkling with 1 lb. commercial formalin in 40 
gallons water is efficient if the grain is well wetted by turning over. Steeping by 
complete immersion for 10 minutes has the same advantage as with copper sulphate 
in enabling bunt balls to be removed ; it can be done in metal vessels. Whether 
sprinkled or steeped, the grain must be kept moist for about 2 hours after treatment 
by covering the heap with sacking soaked in the same solution. Formalin is 
convenient, very effective, and less injurious to germination than copper sulphate, 
though it is still advisable to sow early, within 24 hours if possible. 

Dusting with dry copper carbonate was first introduced as a remedy for bunt 
in Australia and has found favour there and in the western part of the United 
States, as the dusted grain is protected from reinfection from the soil or otherwise. 
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It is little used in Britain, where the moister seed beds and soils reduce its special 
advantages. A dosage of 2 to 3 oz. per bushel is adequate, provided the com¬ 
pound is of high grade and finely powdered so as to secure good admixture with 
the grain when both arc rotated some 20 times in a revolving drum or 
barrel «• «• <->. In Nebraska the efficacy of the treatment has been enhanced 
by winnowing out the bunt balls by fanning prior to dusting <26 >. 

W here cereal-seed dressing has become a routine, the use of proprietary organo- 
mercury dusts has largely supplanted all other methods of combating bunt in the 
more advanced countries and, as already mentioned (Chaper VII), has received 
official support in England. 
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General : 

Holton, C. S., and Heald, F. D. : Bunt or Stinking Smut of Wheat (a tiorld problem). 
Burgess Puhl. Co., Minn. U.S.A. 


Loose Smut of Wheat, L 'stilago tritici (Pers.) Rostr. 

Loose smut is common wherever wheat is grown, hut, in general, is not so 
serious as the ‘ stinking smut ’ or hunt of wheat described above. It is not an im¬ 
portant disease of the crop in Britain, but in certain areas in the United States it has 
been reported to cause greater loss than any other wheat disease in Utah, in 
1917-26, its estimated toll averaged more than 10 million bushels annually {i4> . 

There are no signs of the disease in the crop until the ' heading ’ stage is 
reached, when infected plants are recognised by the black smutted appearance 
of the ears (Fig. 189 B, c). The smutted heads consist of deformed spikelets 
filled with black, dry, powdery masses of spores (‘ brand ' spores). At first covered 
by a thin, grey membrane, these masses, which break out usually before the head 
emerges from the sheath, form dense aggregations of dark olive-brown spores 
which have entirely replaced all the floral parts and glumes, and only the ends of 
the awns usually escape transformation. Kars affected with loose smut are thus 
much more easily detected in the crop than bunted ears in which the spores 
normally remain covered throughout the growth of the crop. After a gust of wind 
or heavy rain nothing remains of the smutted ear except the naked stalk. Ordin¬ 
arily all the heads on a plant are affected, and while the smut is confined mostly 
to the ears, sometimes dark streaks of spore formation may occur also on the leaves 
and less often on the stem. 

Smutted heads emerge from the leaf sheath usually about the same time as, 
or very often in advance of, the heads of healthy plants. In dry weather the spores 
are blown in clouds throughout the crop when the heads are in bloom, and during 
intermittent brief intervals when spikelets are open for pollination, infection of 
the flowers takes place. In this way infection of wheat by loose smut is different 
from that caused by bunt, for though bunted grains may sometimes break open 
in the standing crop, they normally remain intact until after harvest, when they 
arc threshed along with the healthy grain. Though wheat plants (and the cereals 
in general) are usually self-pollinating, wheat is reported to possess 3 to 4 per cent. 
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natural crossing ’, but this in no way implies that 
the self-fertilising habit of the plant interferes with 
the germination of smut spores on the stigmas. 
However, as far as is known, this is believed to be 
the only way by which loose smut can be conveyed 
to the developing grain on healthy plants. Such 
infected grain at harvest is, however, indistinguish¬ 
able in appearance from perfectly sound grain, but 
when sown, systemic infection takes place, culminat¬ 
ing in the production of smutted ears once more. 
This is the entire life-cycle and there is no evidence 
that direct infection of the seedling takes place from 
without, from spores or any other form that the 
fungus might adopt in the soil, or from spores ad¬ 
herent to the grain. 

The olive-brown spores, a little lighter in colour on 
one side, are spherical, occasionally oval, finely cchinulatc, 
from 5 to 9^4 in diameter (Fig. 190). They germinate 
in water or nutrient solutions to form each a germ-tube which develops in the usual way 
to become a promycelium (basidium) of four uninucleate cells. But there is no formation 
of sporidia. The haploid nature of these four promycelial cells was determined after 
they had been induced to separate from each other at their septa by exposure to low 
temperatures, when the separated cells, cultured on potato dextrose agar, gave rise to 
colonies of different sex ; these 4 plus ’ and 4 minus * strains in contact produced a 
distinct zone of growth quite different from the appearance of either of the haploid 
colonics, and in the zone hyphal fusions and hyphac with paired nuclei were found, 
features which were absent in colonies of the same sex ,,6 >. When haploid cultures were 
used to inoculate the flowers the results were negative, hut with cultures derived from 
compatible paired strains a high percentage of infections was obtained ( J ). V. tritici 
embraces a number of physiologic races, some of which appear to predominate over 
others according to the locality and type of wheat attacked *»•*'». It is claimed 

that this species is not distinguishable from U. nuda causing loose smut of barley, except 
perhaps in pathogenicity, and that the two should be regarded as races, priority being given 
to the designation U. tritici. In Rumania, winter wheat was apparently attacked by 
only one race, while infections on summer wheat yielded three distinct races of the 
pathogen (l0 >. 



Fig. 190. —Ustitago tritici. A, 
thu spores ( x 500). B, C, 
spore germination ( x 500) 
(after McAlpine) 


The spores, caught up on the protruding stigmas of the flowers, germinate on 
the moist stigmatic cells, to put forth their promycelial tubes, as above described, 
and presumably, from a dikaryophytic mycelium, infective hyphae arise which, 
by exploiting the intercellular spaces and pollen-tube tracks in stigmas and style, 
eventually reach the ovary (2 «*. The greatest amount of infection has been ob¬ 
served by some to take place during the periods of full bloom <JI , but others found 
more infection in flowers in which the stamens were still green and immature • 
The period during which the young ovary is liable to infection is very limited 
and may extend from 2 to 7 days coincident with the duration of blooming, and 
successful penetrations are only accomplished before the integument of the ovule 
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has begun to harden, which is about 10 days after blooming, penetration of the 
ovule usually occurring between the 7th and the 10th day. Thus, ovaries of Little 
Club wheat failed to develop infection 8 days after inoculation, and though they 
were then only J of their size at maturity, they had passed the stage of susceptibility 
to loose smut us) . In successful penetrations the fungus in about three weeks has 
reached as far as the stalk of the ovule and then proceeds to exploit the endosperm, 
scutellum, and the embryo. A further period of four weeks has established 
infection in all parts of the embryo except the root, and the scutellum is also found 
to harbour a considerable amount of mycelium; in the scutellum the hyphac 
are a little broader than in other parts, where they are about 2-5 to 3 /x in diameter, 
but at all times invasion occurs in an intercellular manner. The extent of fungal 
invasion into the various parts of the ovary varies according to the type of wheat. 
In some the fungus may go no farther than the pericarp, while in others all parts 
of the embryo, even root primordia, may contain mycelium Despite this 
infection the swelling of the grain is in no way impeded and the tissues remain 
unharmed. The fungus, becoming somewhat thicker-walled, remains dormant 
in the seed, and from superficial examination at harvest time, infected grain can¬ 
not be distinguished from sound grain. The fungus revives when the ipfected 
grain is sown along with the sound, the hyphae just behind the growing point 
of the embryo keeping pace all the while with the apical growth of the plant. 
The fungus invades the stem, leaf sheath, and lamina, and is present mostly in 
the tissues of the stem and to a greater extent in the sheath than in the lamina, in 
which it is sparse (,5> . Finally, when the heading stage is reached, the fungus 
becomes active within the spikelets and, in place of the normal contents, dense 
masses of spores arise, as described above. Although the ultimate effect, the 
destruction of the grain in the car, is the same in both bunt and loose smut of 
wheat, it must be borne in mind that bunt infection starts in the soil from spores 
adherent to the surface of the healthy grain, that is, from contaminated grains, 
whereas grains affected with loose smut carry the fungus from flowering to harvest; 
this has an important bearing on the methods for controlling these two diseases. 

Some have noted in infected plants a slight hypertrophy of the tissues near 
the vascular bundles, with an enlargement of intercellular spaces and an increase in 
the number and size of the stomata in infected leaves, in which, again, the palisade 
cells were shorter and less compacted than in healthy leaves (, *>; others have 
noticed on some varieties (Mope, Preston) of smut-infected wheat a distinct 
greyish-purple colour on the leaf sheaths and on parts of the culm w>, and a 
hypersensitivencss of a number of spring varieties of wheat to certain races of 
the fungus, expressed by inhibition of growth with chlorotic striping and curling, 
under greenhouse tests ,JO ', but these are exceptional and, in general, there is no 
•external evidence of the presence of infection prior to emergence of the heads ( - 4> 

There is no general support to the view that blossom infection is encouraged 
by those strains of wheat which have the capacity to open the spikelets wider and 
to keep them open for a longer time than others. 'Phis capacity, possessed for 
instance by the variety Prolific, by virtue presumably of the larger size of its 
lodicules and their high turgescence, is said to account for seven times as much 
natural infection by U. tritici as in the smaller-lodiculed variety du Banat (2b> 
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On the other hand, neither the extent nor the duration of the opening of the glumes 
had any bearing on relative resistance to this smut of a susceptible strain of Dawson 
wheat and a resistant strain of Forward wheat, both of which possessed these 
characters to the same degree <24) . 

It is not easy to correlate the incidence of loose smut with the effects of environ¬ 
mental conditions <9) . It is said that seed sown in rich soil produced a lower 
percentage of smutted heads than seed in poor soil < 4 >. Others state that the 
incidence is unaffected by conditions of temperature, rainfall, or date of sowing, 
and apparently depends only upon the amount of infection in the seed (,8) . It is 
reported, however, that in certain areas in the United States smut is more pre¬ 
valent in the moister eastern than in the drier western parts of the country. In 
the presence of a low humidity, moisture for spore germination in the heads 
appears to be too scanty to enable infection to reach the ovary during its susceptible 
period. In areas where humidity is low at flowering time, smut does not occur. 
The important consideration for successful head infection appears to be not 
so much a prolonged period of heavy humidity as of the amount of moisture 
prevailing during the critical period of blossoming. Thus, flowers of Little Club 
wheat exposed for 8 days after inoculation to low (n to 30 per cent.) and com¬ 
paratively high (56 to 85 per cent.) rates of humidity yielded 21-9 and 93 96 per 
cent, smutted plants respectively U5) . But humidity relations are considered to he 
much more important in the incidence of smut than those of temperature. Some 
physiologic races of U. tritici react differently to temperature ; the optimum 
temperature for growth for some races is 20°, for others 25 0 , while still others have 
a wider range for growth <22) . 

Photosynthesis is said to be more active in smutted than in healthy plants, 
during early growth up to about 25 days or so, after which the general building 
up of the plant appears to suffer a retardation, for at flowering time the average 
dry weight of smutted plants was only 60 to 64 per cent, normal weight (,4) . Like¬ 
wise, respiration of smutted plants during early growth was more active than that 
of healthy plants and then became more or less constant until the cars started 
to develop, and from that stage onward the respiratory ratio was again in favour 
of diseased plants <IS) ; the amount of soluble sugars was found to be higher in 
smutted plants, due possibly to the extra drain on the starch content of the host, 
the amount of starch being found to be proportionately less in smutted than in 
healthy plants (,4> . There does not appear to be any relation between host resistance 
to loose smut and the degree of hydrogen-ion concentration of the cell sap of the 
plant (24) . 

There is no evidence of any relation between morphological characters of 
wheat strains and resistance to loose smut. Highly resistant and immune strains 
are found in many varieties of wheat, e.g. Fultz, Fulcaster, Hussar, Ridit, Preston, 
Junior No. 6 (Gold Coin), Leap, etc. <l2> 28) , and new varieties of wheat continue 
to be produced which show high resistance to this and other diseases of the 
crop (l2 - 27 « 28 ’. It is claimed that resistance to loose smut in wheat is inherited 
as a Mendelian recessive character (8 - ,9 '. 

Loose smut may be checked to a great extent by the well-known method of 
soaking'the grain in hot water, the object being to destroy the infection within the 
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seed without harming the embryo. 
The most practical way is to carry 
out the treatment with small lots of 
grain, this being preserved for the 
new sowing for next season. Special 
seed-raising areas should, if possible, 
be protected from the prevailing 
winds at blossoming time to reduce 
the risk from blown spores, and no 
wheat fields should be nearer than 
500 yards ; fields of other crops and 
surrounding trees acting as wind¬ 
breaks will help to reduce external 
infection. The hot-water treatment 
(Fig. 191) consists of a pre-soaking 
for 4 to 6 hours in cold water to 
ensure complete wetting of all the 
grains. The grain is then placed in 
small sacks which are immersed in 



Fig. 191.—A device for treating grain with hot 
water (after Brentzel, A'. Dak. Auric. Exp. 
Sin. Circ. 29) 


water at 129 F. (54 C.) for 10 minutes, and during this period it is essential to 
maintain this temperature, for below it the mycelium is not killed, and if it goes 
higher the grain may be harmed. Since the maintenance of a correct temperature 
is of vital importance, it is recommended to have two tubs of water, one heated to 
about 120 F. in which to give a brief dip of two minutes or so, and then the 
final immersion at exactly 129' F. for io minutes will ensure an equable tempera¬ 
ture. A thermometer is essential, and hot water should be added or a jet of steam 
introduced if the temperature falls, the grain being stirred meanwhile The 
grain should be turned out at once and allowed to dry quickly to avoid mouldi¬ 
ness, and should be sown when dry. 

It is claimed that the efficacy of the hot-water treatment is bound up largely 
with the exclusion of oxygen, so that by inducing intra-molecular respiration in 
the grain, alcohol and other katabolic products are set free which are lethal to the 
fungus. Accordingly, the addition of 2 to 5 per cent, alcohol during the water 
treatment not only curtailed the process but it is claimed that at 45 C. infection 
was completely eliminated after a 6-hours 1 treatment ,7 ». It is quite likely, too, 
that the addition of the alcohol renders the grain more easily wettable, and this in 
itself would shorten the process. 

Growing a crop in a dry area for a season, where the conditions of humidity 
would be so low as to inhibit spore germination at the blossoming period, is said 
to give a smut-free crop without seed-treatment. Hut it is obviously of advantage 
to procure seed-grain from certified smut-free crops if possible. 

Seed treatment with disinfectants such as are employed with other diseases of 
cereals is of no value, since the infection is internal in the grain. 

1. Brentzcl. W. K.: 1926. AT. Dak. Agric. Exp. Sin. Circ. 29. ^ ^ 

2. Christensen, C. : 1935 - Zuchter, vii, 37. 

2 a. Fischer, G. W.: 1943 - Mycologia, xxxv, 610. 
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Powdery Mildew of Cereals, Erysiphe graminis DC. 

( Mildew diseases caused by various members of the Erysiphales arc exceedingly 
common on a great variety of plants in the open and under glass. They axe familiar 
by the white powdery effect which they produce on leaves, stems, and sometimes 
flowers of their hosts. The various species of mildew fungi are highly specialised 
in their choice of hosts, which they attack mostly when the plants are in full vigour 
of life, at no time thriving on their dead remains, so that they are eminently 
obligate parasites. ' 

Mildew caused by the species Erysiphe graminis is found on a wide range of 
cereals and grasses ; specialised races of this parasite attack oats, barley, rye, and 
wheat, and also the grasses Agropyron , Iir omits, Dactylis , Poa, and Ely mu s (H * 10, 
20, 27, 38> # Thus, a mildewed crop of wheat offers no danger of infection to a 
neighbouring field of oats or barley, and vice versa. Moreover, some of these 
specialised races break up into distinctive physiologic races U4> j8> , nine and 
three of which have recently been reported on barley and wheat respectively 00 al - 
( The damage done by mildew is difficult to assess, since the host is not usually 
destroyed, but the general effect is to cause discoloration and weakening of the 
plant and is more noticeable under glass than in the open. Losses on cereal 
crops grown in rotation are negligible, but when the same crop is cultivated on the 
same land repeatedly losses may be high in individual fields un . Mildew develops 
abundantly during the early summer and continues through the autumn to early 
winter.) The symptoms are much alike on all the common cereal plants (Fig. 192). 
\The fungus develops most conspicuously on the leaves, usually on the upper 



CH. X 


CEREALS 


373 



Fig. i >)2 .—Mildew of cereals (Erysiphe gmminii). 

A, on oal leaf. H, on ears of wheat (photos 
by Foister & Noble) 

surface but sometimes also underneath, and also 
on the leaf sheaths and stems. The effect on the 
plant at earing is very variable, and the young in¬ 
florescences may be unaffected, or sometimes be so 
badly mildewed as to check their development or ^ 
cause them to wither completely (Fig. 192 * * lc 

mycelium on the host is entirely superficial, forming 
a flocculent matted growth, at first white when the 
eonidia arc being formed, thereafter changing into 
a grey or reddish-brown colour when cleistocarps 
arc developed. ) From much discoloration and coverage of the host-epidermis 
by the fungus, photosynthesis is feeble and there is much chlorosis, with a conse¬ 
quent weakening of the plant. In bad cases the leaves are crinkled, twisted, or 
variously deformed ;)the top of the shoot may droop and wither, and ear develop¬ 
ment may be wholly or partially checked according to the severity of attack on 
the leaves. In Southern Rhodesia in 1940 barley mildew reduced the yield of the 


193. Erytiphr Rruminis. 
. I, conidiophorc and con- 
idia. H. a dcistocarp. C, 
ascus with ascosporcs (A 
and C, after Salmon ; H, 
after Delacroix) 


crops by checking stooling of the young plants , - oa ‘. 

I Mildew may attack the cereal host as soon as the first leaves appear above 
ground, sometimes killing young seedling growth very early, but mostly the disease 
is in greater vigour on well-established plants. Later on, usually at earing time, 
when the production of eonidia is waning, the superficial mycelial weft develops 
the perfect ascigerous stage of the fungus in the form of small, dark, spherical 
cleistothccia or cleistocarps (Fig. 193 b). \ 

(’ The superficial mycelium is anchored to the host only by the lobed haustoria 
which enter the epidermis, and penetration is rarely deeper into the mesophyll 
of the leaf (Fig. 111). The septated hyphac of uninuclear cells, 4 to 5 /* wide, 


are interlaced to form a web covering to greater or lesser extent large expanses of 
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leaf and stem. Conidiophorcs from hemispherical swellings on the prostrate 
mycelium arise from the web, at right angles to the leaf, from any cell of its 
hyphae, each to form a chain of about 10 to 20 conidia, the oldest terminating 
the comdiophore. The conidia are elliptical, hyaline, uninucleate, 25 to 30 by 8 
to 10 fx ; they readily fall off and are dispersed by wind (Fig. 193 a). They do 
not retain vitality at high temperatures ,28 >; and though a temperature of 20° 
or 21 1 C. appears to be best for mycelial growth, lower temperatures of 5 0 to 
9 C. are more favourable for starting the germination of the conidia 

l’he cleistocarps are globose-depressed, from 160 to 192 by 120 to 130 fx in diameter ,,0 »; 
other dimensions given arc, 135 to 280 fx in diameter, usually about 200 fx <»>; black, 
partly immersed in the mycelial weft ; furnished with simple, or slightly branched, pale- 
brown appendages ; each contains 9 to 30 cylindrical or ovoid asci, 40 to 60 by 25/i (,0 >. 

1 he asci are also described as being more or less longly pedicillate, 70 to 108 by 25 
to 40 fx ; ascospores 8 (rarely 4) measure from 20 to 23 by 10 to 13 fx ( ”\ The cleisto- 
carps are frequently abortive. The formation of cleistocarps of E. graminis is precarious 
and variable ; (their development on wheat appears to be on different lines from 
other cleistocarps of Erysiphaceae «'»). They appear to be set free from the host only 
after being wetted, the appendages seemingly taking no part in their release (4tl , though 
others state the contrary '' 0, . Moreover, it is reported that the cleistocarps do not 
complete the development of their spores unless supplied with abundant moisture ; it 
is quite probable, therefore, that they remain to all appearances abortive under dry con¬ 
ditions on the plant which bears them, but complete their spore-development after 
being wetted and conveyed to a new host. Cleistocarps of E. graminis containing 
immature asci were induced to complete their development by immersing them in 
water cooled to 9 0 C., thereafter transferring them to a constant temperature of 21 0 C., 
hut a preliminary freezing checked them (l >. 4 °>. These fruiting bodies arc said to appear in 
greater number on maturing plants or on older leaves of younger plants as a result, 
according to some, of a decline in the nutritive value of the host ,M . a,) such as after 
exhaustion from conidial production, but on this point opinions seem to differ <9 - 

It is recorded that though cleistocarps of E. graminis may be well developed 
and plentifully formed on barley they appear to play little or no part in the spread 
of the disease on barley <”• ••>. On wheat, however, they arc said to be func¬ 
tional <l2) . Whether all the known physiologic races of the specialised form of the 
fungus on barley are equally ineffective is not known, but clearly there exists some 
other method of spreading cereal mildews in general, other than by conidia during 
the summer and by survival of ascospores within cleistocarps over the winter. 
Though the conidia are a ready means for summer dissemination of mildew, they 
are ill-adapted for survival from one season to the next, owing to their inability to 
withstand extremes of temperature ; but it is reported that in mild climates they 
are capable of surviving over long periods (28) . The fungus is apparently able to 
survive on winter wheat, in the form of dense, brown mycelial wefts on the lower 
leaves, these being capable of producing conidia in the spring, first on adjoining 
leaves of the same plant, and then spreading to others by wind-borne conidia. 
While it is true that cleistocarps may over-winter on stubble or debris from a 
previous crop, they do not appear to bring about widespread infection of either 
summer or winter wheat, but are responsible, perhaps, for setting up a few foci of 
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infection from which sufficient conidia arise to cause widespread secondary infec¬ 
tions. If summer wheat is grown in the vicinity of a winter crop it becomes in¬ 
fected, in the same way, by wind-horne conidia from the latter, and the possibility 
of infection of summer wheat from cleistocarps, when winter wheat is in the vicinity, 
may thus be ruled out. In a locality where both crops of wheat arc cultivated the 
sequence of infections appears to start from infection of winter wheat in the late 
autumn by ascospores from cleistocarps maturing from August to October. This 
is followed by the production of the resistant mycelial mats whereby the fungus 
over-winters on the winter wheat, on which it revives again to break out afresh 
in spring with production of conidia for spreading the mildew to the same crop 
and also to the summer wheat. On both winter and summer wheats cleistocarps 
arc developed, first, on the winter, and later, on the summer wheat, and provide 
for the infection of winter wheat in the late autumn ,,J - ,2a ’. 

(_ It is well known that powdery mildews, in general, appear to be worse during 
dry seasons, and although a certain amount of moisture is necessary to establish 
infection, the parasites are capable of adaptation to conditions of moderate drought. 
But K. gr a minis is reported to be exceptional in this sense, thriving at various 
degrees of atmospheric humidity with little change ' ,s> . Young barley plants yield 
to infection without the presence of liquid water on their leaves. Oats, how¬ 
ever, demand very high humid conditions " ,a - ,,a '. Moreover, partly perhaps 
through interference with the stomatal functions, and partly due to increased 
evaporation through the mycelial wefts present on the leaves, infected barley 
plants, it is recorded, transpired 67 per cent, more water per unit area than 
healthy plants OJ) . Epidemics of mildew are reported not to occur if the host 
cells are in a state of high turgidity, and a reduction of osmotic pressure, as, for 
instance, by suspending watering or taking the plants from shade to light, is 
followed by infection <29 ‘ Moreover, the fact that infection with powdery 

mildew is so closely bound up with the living host during active metabolism 
seems to indicate that the conditions which favour the vital processes of the host 
(wheat) also increase its susceptibility to the disease ; thus a surplus of carbo¬ 
hydrate in the host leaf, considerably in excess of the normal requirements of the 
host, is necessary for the development of the mildew <40 ’. The rate of respiration in 
wheat was reported to be twice as high as normal, two days following infection by 
mildew, and the rate of increase was roughly proportional to the degree of infection, 
the consumption of oxygen being 650 per cent, greater than the normal intake 
Light appears to be essential to the development of mildew under normal 
conditions. Inoculated seedlings of winter wheat (Leap’s Prolific) did not develop 
conidia when kept in the dark ' 40> . Reports on the effect of ultra-violet light on the 
fungus and infected host are conflicting ; the fungus attacking barley appeared to 
be remarkably resistant to these rays <m ; on the other hand, the fungus attacking 
seedlings of Little Joss wheat was killed or rendered dormant, the fungus being 
suppressed only on the side of the host exposed to irradiation <l6 \ 

Mildew of cereals is undoubtedly increased by over-manuring of the crops, 
due probably to unbalanced application of nitrogenous and deficiency of potassic 
compounds ; it is reduced by phosphoric acid, which also helps the host <»>. In 
Bavaria high resistance to mildew of barley was thought to be correlated with a 
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low albumen content and abundant reserves of starch <'?>. Experiments have 
shown that the susceptibility of wheat seedlings to mildew is influenced to a high 
degree by the composition of the mineral solutions applied to the soil <3 ’>. Winter 
rye and summer barley showed increased resistance to attack when silicon dioxide 
was supplied, due, it is thought, to the increased silicification of the cell membranes 
of the epidermis inhibiting penetration by germ-tubes <">; cadmium nitrate (36> , 
manganese (sa ', and salts of lithium u " are reported to produce similar results 
when supplied to wheat seedlings in a nutrient solution ; barley in a culture solu¬ 
tion containing traces of copper also remained free from mildew (3 «>. While these 
minerals, in all cases, may not always assist the host to defy penetration by the 
fungus, in some cases, by increasing the thickness of the cuticle or otherwise 
affecting the epidermis, infection is checked by the failure of the fungus to establish 
the all-essential absorptive haustoria, and even if the fungus succeeds in establishing 
haustoria, the latter are early encapsulcd and killed. 

I he true nature of the resistant principle residing in the host is difficult to 
determine. Resistance to E. graminis appears to be purely relative, penetration 
taking place even on ‘ resistant ’ hosts, on which, however, infection is early 
checked. It is suggested that a substance toxic to the fungus is formed in the 
resistant host following penetration, but, again, there is ample evidence that factors 
of the environment and structural features of the host may also play their parts 
in favouring or checking the mildew (6 ». It is clear that resistance to E. graminis 
must be studied also in relation to the various physiologic races of this organism 
on wheat, and especially on barley in view of the numerous races on that host. 

I here are striking differences not only in the type but in the stability of reaction 
to infection exhibited by these hosts, some showing more or less uniformity of 
resistance, while others show considerable fluctuation <*• «• *• 7 . im. is. 25. 37). 

f Little can be done to control mildew of cereal crops in the field. On a small 
scale, mildew was checked on young plants treated with sulphur dust, or 1 per 
cent, liver of sulphur/] 3 ln California mildew was absent on summer barley supplied 
with boron, but prevalent on winter wheat similarly treated <8) . Heavy manurial 
treatment, especially nitrogenous, should be avoided, and phosphatic compounds 
applied. Considerable control can, no doubt, be obtained by ascertaining the 
needs of particular soils for culture of cereals, and a balanced fertilising schedule 
should be observed. Already there are good results to be expected from selection 
and hybridisation of wheats and barleys that may yield new types resistant to 
mildew 30n ’ S 4 . 34 a>_ 
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Take-all and Whiteheads of Wheat, Op/tioholus grantinis (Sacc.) Sacc. 

This disease affects most cultivated cereals (wheat, barley, oats, maize, rye, rice) 
besides many wild and cultivated grasses, about a hundred species of which have 
proved susceptible on artificial inoculation ,4 - 71 Wheat suffers the greatest 
damage, followed in Britain by barley ; heavy attacks may occur when an infected 
crop of either of these two cereals precedes the other in the rotation. Rye 
and oats are less injured, oats being apparently immune in some areas ub> bi> 6b ', 
presumably because they are not exposed to attack by the oat variety of the 
fungal parasite causing this disease. This varietal form of the fungus on oats has, 
however, been discovered in several counties in Scotland on wheat, and the two 
forms of the fungus may be present in the same wheat crop ,7a> . Wheat is probably 
affected in most of the wheat-growing countries throughout the world, and the 
first descriptions of the disease in England “• 64 * under the name ‘ straw blight ’, 
in the United States " 4 - »> and in Australia ,4 °- 41 > as ‘ take-all ’, do not imply 
that it was not present in these countries at a much earlier date. 

The host plant may be attacked at any stage of growth. Infected seedlings 
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and young plants may be destroyed (‘ take-all') (Fig. .94 b), though more usually 
they persist and may form ears, or they may be killed while ears are developing 
or after heading out. The more severe infections often occur when the plants are 
in the seedling stage or about 6 to 8 inches high <*• 3 . 4 >. i n heavily infected land 
the disease occurs in patches but it is also found on individual plants scattered 
throughout the crop. Usually the plants that survive attack are stunted and have 
e\\ ti ers (l °- 17 \ I hose that are killed or seriously injured when nearing ripe¬ 

ness arc usually bleached, the blanched and often empty ears being then a promi¬ 
nent symptom (• whiteheads ’), especially in dry, hot weather. In cool, moist 
conditions the bleaching is less marked and the attack may be checked, even enough 
to allow the formation of grain ; sometimes, indeed, the upper parts show no 



FlG. i 94 -‘ Ophiobolus graminis. A, wheat seedlings incubated but not infected. B, infected wheat 
seedlings (photos bv Garrett, copyright of Kothamsted Exp. Station, Ann. App. Biol.). 
a stromatic ' mat ’ or * scale ’ of the fungus, separated from the surface of a leaf sheath o 
oat, from the stubble. D, E, sections of root, showing in D, at m. a mycelial mat and, in hot . 
the formation of ' lignitubers ' on the inner walls of the host cells (photos by Robertson) 
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obvious signs of injury though the roots may be infected and liable to carry the 
disease to a succeeding crop <6) . Later on, blackening and shrivelling of the bleached 
leaves and heads may be caused by saprophytic mould fungi, especially in wet 
weather. In all forms of attack the roots and often also the base of the stem 
(crown) are browned or blackened by the growth of the parasite, which is restricted 
to these parts. Affected plants break off easily at the crown when pulled, but 
lodging is not increased by the disease. 

This disease is caused by a soil-inhabiting parasitic fungus Ophiubolusgraminis, 
a member of the Pyrenomycetes ,6 * '*■ 3J - s8 * 59 '. It is essentially a disease of the roots 
which, in typical cases, are spongy and closely invested by the brown mycelium of 
the parasite. The mycelial investment gets denser and darker towards the base 
of the roots and also around the lower part of the stem, where a firm, black inter¬ 
woven mycelial mat or a series of mycelial scales may be seen on removing the 
sheaths of the lowermost leaves (Fig. 194 c). On the surface of the roots the 
investing mycelium consists of long and fairly stout brown runner-hyphae (Figs. 
113, 195 d), sometimes termed macrohyphae, and finer, colourless infection hyphac, 
or microhyphae ; if the latter fail to penetrate the root, they turn brown and 
thicken their walls with age. The infection hyphac may enter the tissues through the 
epidermal layer of the roots, both primary and seminal, through the epiblast, the 
colcoptile and sub-coronal internode ' h - 9 - 5I - s: \ and in very young seedlings 

may penetrate as far as the scutellar epithelium (Fig. 114) and sometimes through 
the leaf-sheaths and culms of young plants, below the surface of the soil, and 
root formation is hindered ,7 * ,0 - 56) . 

Penetration may or may not be preceded by the formation of' pegs ’ (Figs. 124, 
125, 194 d.e) (the so-called lignitubers) developed by the host cell on the inner 
side of the tertiary layer in the wall of the cell entered ,J9 ’; later, each infection 
hypha bores a passage through the peg, becoming constricted to about one-fifth 
of its external diameter in so doing <9> ,5 - s6 '. The root cortex is rapidly colonised, 
especially in its outer part where the hyphac tend to run parallel to the root axis ; 
deeper in, they arc finer and for a time, at least, arc checked at the endodermis, 
though the stele is penetrated later. Even in the deeper layers the first invasion 
of mature cells is often accompanied by the formation of pegs. In heavy infections 
all the tissues except the lignified xylem may be disintegrated 18 '. 

The tissues of the crown may be reached from the epiblast, the seminal roots 
or the sub-coronal internode. Their invasion is more serious than that of the 
roots, as it must affect the whole subsequent growth, whereas killed roots can 
be replaced. In young stems the parenchyma and even the vessels are rapidly 
penetrated, but older ones resist attack and react by thickening their walls and 
forming a dark gummy deposit in cells and vessels ‘ 9 - ,2 - »». 

Spores arc usually not produced during the actively parasitic life of Ophiobolus 
gram inis. The perithecia, the only reproductive organs so far known, often begin as the 
host matures, and in wet weather may ripen before harvest. Ordinarily, however, their 
development is completed on the stubble. In the field they form almost exclusively in 
the lowermost leaf sheaths (Fig. 196), hut they have been produced experimentally on the 
roots and stem. They do not seem to occur usually in the mycelial mats around the base 
of the stem, and are not united in stromata. The perithecia are black, pear-shaped, 
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I-n;. 195 .—Ofthinboius graminis. A. roots of healthy oat. It. two oat plants with infected roots. 
(J, oat stem showing dark mycelial mats. I),' runner hyphae ' on the root. E, basal part of oat 
stem, showing leaf sheath pulled aside, with necks of numerous small perithecia breaking 
through the surface of leaf sheath. (A, H, C, E , photos by Foistcr & Noble; />. by H'llon 
Weston) 

immersed, ostiolatc, the protruding neck being somewhat curved (Figs. 38, 196 »). I hey 
vary from 330 to 500 /i in diameter in the broad part, and contain numerous club-shaped 
asci, 90 to 1 15 n long, by 10 to 13 /* wide. Towards maturity the ascus wall deliquesces 
except for an apical cap which persists when the eight ascospores are extruded in a bundle 
held together by the intersporal matrix The ascospores are long, filiform, coiled 
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lengthwise, and are furnished with 2 to 8 delicate 
septa ; they measure from 60 to 90 /1 long, by 
3 to 5 fx wide. Each cell in the spore and 
mycelium has a single nucleus <,7) , and the fungus 
is homothallic ,7 - 49 > 69> (Fig. 55 L, M, n). On 
germination a germ-tube may arise from one or 
more of the spore cells. Cultures on artificial 
media grow rather slowly but are stimulated by 
the addition of certain growth substances ,47> 4V ’; 
a feather)', hyaline mycelium is developed, with 
a formation of ribbon-like or rhizomorphic 
strands, turning a deep neutral-grey with age. 
On a carrot dextrose medium numerous isolates 
showed an optimum growth temperature around 
25 0 C. but varied considerably above and below 
this, from 12 to 30 C.; no growth occurred 
at 36° C. <4,) . The organism is capable of 
growth over a wide range of />ll concentration 
in culture, depending on the physical and 
chemical nature of the medium <* 7> . 


The ascospores arc extruded in a viscid 
mass from the perithccium and may be re¬ 
tained above the ostiole (Fig. 196 c), but 
when a long dry period has been succeeded 
by rain they may be ejected into the air 
at the rate of hundreds per minute ,6 °- 61 *. 

It is not clear what part they play in initiat¬ 
ing infection Uo \ but empty pcrithecia are 
plentiful on stubble in the autumn and later. 

Under wet conditions the ascospores appear 
to be extruded into the soil in masses and 
under suitable conditions in the soil it is not unlikely that they germinate, thus con¬ 
tributing to the supply of a resting mycelium in the soil. All the evidence indicates 
that infection comes mainly from the soil and is much the most prevalent where 
the stubble from a previously infected crop has been ploughed in ; in western 
Canada the fungus remained viable in the soil and infected a new wheat crop after 
two years iib) . The full investigations carried out in England by Garrett indicate 
that resting mycelium is perhaps the chief source of the disease <«»•«>>. Ascospore 
infection may be responsible for isolated attacks, but is apparently difficult to bring 
about under ordinary field conditions. This may be due to biological antagonism to 
which O.graminis is susceptible, especially when nitrogen is in short supply, or to 
absence of some necessary growth substance ( «*- 70 \ It is possible that the matrix 
of the spore bundles contains such a substance and that the dried spore masses in 
the soil may be more effective than single spores in causing infection. Spread 
through the soil or from plant to plant within a crop does not occur unless diseased 
roots touch healthy ones ,M - ,6 - 71 ’. 


Fig. i<;6 .— Ophiobolm grawinis on oats. 
A, three pcrithecia lying in a leaf 
sheath of oat (from stubble), li. 
section of a ripe perithccium, the neck 
breaking through leaf sheath, just 
before spore discharge. C, the same, 
the ascospores being extruded at the 
ostiole in a viscid mass into the soil 
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The soil conditions affecting this disease are of great importance but complex 
in their interaction. The fungus persists longer in light and alkaline soils than in 
heavy acid ones ( s- 38 . 43). \ n heavy soil the retarding factor is believed to be the 
accumulation of carbon dioxide around the infected roots (,8) ; alkaline soils act 
as carbon dioxide acceptors and increase its accumulation in the root zone (,6) . 
This accumulation is not thought, by some, to account for the check to the runner 
hyphae in compacted soils in which enhanced activity of soil micro-organisms is 
considered to be due to toxic substances produced by other soil organisms which 
prevent its persistence as a saprophyte in the soil ,8 - 7 3 >. The decline in viability 
of the resting mycelium in field soils is well established, and a similar result 
in sterilised soil has been got where various common soil fungi, Trichoderma , 
Fusarium , Penicillium , Aspergillus , etc., have been inoculated into it. As some¬ 
what similar results were produced by the filtered culture media in which these 
fungi had grown, a toxic action rather than food competition would seem best to 
account for the antibiotic action in this case ° 8 * 62 - 6 3a>. 

The actively parasitic phase of the life of O. gramitiis is favoured by abundant 
aeration, a rather low soil-moisture of 35 to 40 per cent, of saturation (s6) and a 
relatively low temperature (42) . Winter cereals in Great Britain, however, are 
most injured during mild winters followed by a wet spring <l7) , while in America 
pot-culture experiments showed that wheat was most injured at 12 0 to 16 0 C. and 
70 to 80 per cent, moisture 142 \ Strain and isolate differences account in part for 
these variable reactions * 7 >, but the influence of soil conditions on the anti¬ 

biotic action of the soil microflora must also be taken into account. After the 
parasitic life of O. gramitiis is over, disappearance of the resting mycelium in plant 
residues in the soil is most rapid where conditions favour the soil microflora <l9,4S, » 
as at relatively high temperatures and moistures, and in compact soils. 

Fertiliser experiments indicate that, as in so many other diseases, infection of 
the stem base is least when a full balance of nutrients is supplied and is also re¬ 
duced by a shortage of nitrogen (2 ‘- 22 - 26 - 3 «>. Experiments have amply shown 
that the survival of the fungus in root and stubble is closely related to an adequate 
supply of nitrogen in the soil. Root infection was most intense in pot cultures 
deprived of potash, and stem-base infection when the three main elements were 
deficient l2i - 26a - 44 \ Field observations confirm the increased susceptibility of 
cereals in soils of low fertility. Neutral or acid fertilisers are recommended in 
preference to those that give an alkaline reaction where the disease is feared. 

No fully resistant variety of wheat or barley is known, though the red wheats 
arc reported to be in general more resistant than the white. Control must therefore 
be directed largely to eliminating the sources of infection and delaying the grO"t 
of the runner hyphae. A proper rotation is of major importance, and in the light 
soils in which O. gramitiis causes most injury in England the succession of wheat 
and barley should be avoided. Temporary leys in the rotation may also c 
dangerous if they contain much rye grass, or other susceptible species such as 
couch, Yorkshire fog, and bent. Two grasses have, however, been found hig >' 
resistant to attack, namely, Timothy (Phlcum pratetise) and Tall-oat (Arrhenatherum 
avetiaceum ), and these, with clover, should hinder the carry-over of infection 
from a preceding barley to a following wheat crop (24> . It is best, however, to 
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follow susceptible cereals with root-crops, mustard, flax, or the like ; in many 
areas oats can be safely interposed as it has been found that the strain of O.graminis 
on oats has a restricted distribution (6S * 70 a) ; in other areas, however, as above men¬ 
tioned for parts of Scotland (7a> , some of the disease on a wheat crop may be due 
to this so-called oat variety of the parasite, but apparently barley is not attacked 
by this variant form. 

After harvesting a diseased crop the stubble should be ploughed in as soon as 
possible to prevent ascosporc discharge (but to what extent this may be effective 
or prevent the spores from producing some other form of the fungus, is not 
known) and reduce the chance of persistence of the mycelium in the soil until the 
next crop. Soil management should be directed to securing a firm seed bed. In 
Australia a considerable measure of control is effected by consolidating light soils, 
which are also ploughed to a depth of a few inches so that the seedling roots soon 
reach firm soil. Similar measures have been advocated in Germany ( - 8 - 68> 7l) . 
The ploughing in of green manures has also been recommended as an aid to the 
destruction of the resting stage by promoting the activity of competitive and 
antagonistic soil micro-organisms “ 7 - 17 • il) . 
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Eyespot of Wheat and Barley, Cercosporel/a hcrpotrichoides I'ron 

By causing a decay of the tissues at the base of the culms of wheat and barley, 
this disease brings about a collapse or lodging of the stems. It is accountable for 
serious losses due to death or dwarfing of tillers, or whole plants infected early in 
the season may be killed ; white or ' deaf * ears may be produced or there may be 
a reduction in the size and number of grains <6 * 11 K Lodging may be fairly genera 
throughout the crop, but very often only individual plants may be seen to ha\c 
collapsed here and there in the field, resulting in a condition known to farmers as 
‘ straggling ’ or ‘ scrawling ’, the straws falling in all directions <0 '. 

The trouble occurs mostly on winter wheat and barley, and both may escape 
serious infection when sown in the spring <5> . The disease has evidently een 
present for very many years, and has been inv estigated by Glvnne in England, where 
it was first discovered in 1935 on wheat at Rothamsted u - 5 - 6 * 7 >- In I*ranee 
and America <9) the trouble has been known for some years, and is widely distri 
buted throughout Europe (9 - ,2) . It has recently been reported in New Zcalan 



CH. X 


CEREALS 


385 


In Britain it is most prevalent in the 
eastern and southern parts of England 
where wheat and barley are grown most 
frequently on the same land 15 >. 

Symptoms of ‘ eyespot ’ in the field 
appear in early spring, as elliptical, 
dark-bordered lesions on the coleoptile 
near soil level, and then on the leaf 
sheaths, and sometimes on the leaves 
themselves. The fungus penetrates 
the leaf sheaths, and tillers and whole 
plants may be dwarfed or killed, so 
that thin crops result ,6 ’. Small black 
patches of mycelium appear at the 
centre of the lesions and a very striking 
‘ eyespot ' effect is thus produced on 
the stems (Fig. 197). The spots occur 
near soil-level and spores are produced 
in abundance on these primary infec¬ 
tions in the field in early spring, but 
apparently cease to be formed after 
about mid-April. They serve to bring 
about widespread secondary infections 
of neighbouring plants. In an ad¬ 
vanced stage of the disease, owing to 
decay at the stem base, affected straws 
are easily broken, the stems may become 
twisted, and are liable to bend or break 
in the middle of the eyespot, under any 
strain (6) . This disease should not be 



% « 



K10. 197.—Eyespot of wheat (Cercotporella 
herpotri(hoidet). Lesions ut the hose of 
shoot (photo by Glynnc, copyright of Roth- 
amsted Exp. Station). Inset, sharp eye- 
spot (Hhizixtimiii toiani) (photo by Roister 
& Noble) 


confused with ' sharp eyespot ’ (Fig. 197, inset) of wheat believed to be caused 
by Corticium (Rhizoctonia) solani. Lesions of sharp eyespot may run up the stem 
for several inches ; their well-defined margins surround pallid areas on which 
the brown or purple mycelium grows. Sharp eyespot is not common in England 
and Wales ,7a> ; it occurs in Holland <8 ', Canada, and Oregon *'«>. 


This disease is caused by Cercosporella her pot rich oides ( H y p ho m y ce t cs ). The conidia 
are borne singly, or in groups of two to several, on simple or slightly branched conidio- 
phores which arc swollen at the base. The spores are acicular, curved at the apex, 
hyaline, obclavate, multiseptate (usually 5- to 7-celled) ; different authors give the 
dimensions as ranging from 10 to 105 /x (mean, 50 to 70 /x) by 2 to 3 /x wide at the base, 
and 1 to 1-5/1 wide at the apex <,,, ; or, from 30 to 80/x (mean, 40 to (ton) by 15 to 
3 5 n wide On biomalt agar the mycelium is, at first, bluish-grey to mouse-coloured, 
and later turns olive ; the hyphae are septate, and average 2 /x in width ; spores have been 
obtained in pure culture both on coremium-likc structures and on sporodochia, and 
in pseudopionnotes. On potato dextrose agar mounds of grey, pale-edged, velvety 
mycelium are formed, and finally the growth gets dark on the under side <**. 
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In some localities the fungus is believed to survive the winter, to some extent, 
in the soil It is known to survive on bits of stubble left on the surface of the 
soil after ploughing, on which it spores freely from autumn to spring, so that 
infected stubble serves as a source of infection to the new crop <*>. The fungus 
attacks the host just above soil-level, penetrating one leaf sheath after another, 
and entering the stem to occupy the vascular bundles and central cavity in which 
it collects as a dense mass of grey mycelium. There appears to be some degree of 
correlation between the extent of lodging of the culms (Fig. 198) and the thickness 
of the ring of sclerenchyma in the affected stems, the more resistant wheats 
having a wider belt of this strengthening tissue than the less resistant wheats 

Eyespot is favoured by moist conditions and is aggravated by wet weather 
during the growing season. It is liable to appear on rich and heavy land, and its 
spread is facilitated by the luscious growth encouraged by nitrogenous fertilisers ,s) , 
which, however, help the plants to develop new tillers, and so reduce the loss 
caused by the disease (7 b \ Unlike the ' take-all ’ disease of wheat and oats ( Ophio - 
bolus graminis) and other ' foot rots ’ ( Fusarium culmorum , F. avenaceum , etc.), 
this disease does not appreciably attack the roots, and may be distinguished from 
take-all ' by the fact that it does not form dark brown mats of mycelium between 
leaf sheath and stem (sec Fig. 194 c). While C. herpotrichoidcs is not so virulent a 
parasite as O. graminis , it is reported in some parts of the Continent to be more 
damaging to the crops in that it attacks wheat early in the autumn, continuing 
during mild and wet winters, and is, moreover, favoured by having a rapid method 
of spreading through the production of abundant conidia (3) . 

To check this disease, long rotations arc advised before returning to wheat or 


Fig. 198.—Eyespot of wheat {Cercosporclla herpotrichoidcs). Plot showing general lodging 
(photo by Glynnc, copyright of Rothamstcd Exp. Station) 
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barley, but little is yet known as to the longevity of the fungus in the soil or else¬ 
where. With improved methods of cultivation, thin sowing and wide spacing of 
the rows, and good drainage, late or spring sowings of the crops may escape in- 
fection ,, - s) . Unfortunately, a wide range of wheats is susceptible to this disease 
and the apparent resistance exhibited by some varieties seems to be due to ‘ escape * 
by virtue of lateness in ripening, but the use of short-strawed varieties, which resist 
lodging even though infected, reduces losses from eyespot trouble 17c '. It has been 
established that various species of Aegihps and Triiicum showed great differences 
in their reaction to infection by this fungus, some being markedly resistant, and 
hope is expressed that resistant types may eventually be developed from hybrids 
between wheat and certain types of related wild grasses 
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Black Mould of Wheat, Cladosporium herbarum (Link) Fr. 

Cladosporium herbarum is a very common fungus on dead or dying plant tissues ; 
it has also been found to develop on meat in cold storage Indeed, its spores arc 
present so frequently in the air that it may be expected to appear on almost every 
bundle of plant specimens collected and kept without drying for a few days. 

Though possessing numerous strains, this fungus is at all times a weak parasite, 
and its frequent occurrence during a wet season on the sub-aerial parts of wheat 
and other cereals, causing a black discoloration, follows invariably upon an un¬ 
healthy condition due to some other cause, insect or fungal. Wheat crops suffering 
from take-all (Ophiobolusgraminis) or mildew (Erysiphegraminis), for instance, arc 
very prone to develop black mould, but this affection by itself is never the cause 
of ‘ thinning out \ or premature ripening, or ‘ deaf ears ’ of the host plants'". 
The main importance is that it reduces the milling quality of the grain. 

Black mould establishes itself readily on the moist outer coats of ripe grain 
but not usually on young growing grain while in the ears. Except when previously 
attacked by paras.tic fung. or msects, or when the grain has ripened under very 
adverse conditions, the embryo itself is not affected by this fungus, and even badly 
affected grains arc not prevented from germinating. Such * mouldy ’ grain 
however, is obviously in a weakened condition and would hardlv be selected for 
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I** 10 . 199.—Black mould of wheat ( dadot/tonum 
herbarum). A, the fungus, from an olive- 
green mass on wheat leaf. Ji, a culture from 
hcerwort gelatine (7 days). C, germination 
in tapwater. D, in distilled water, at 16 to 
20" C. E, germination in 2 per cent, 
dextrose solution, at 16 0 C., showing budded 
conidia (the ' hormodendron ’ stage). F, 
germination from a conidium in 2 per 
cent, saccharose solution at 10’ C. (after 
Bennett, Ann. Af>f>. Biol.) 


seed, for its weak seedlings are open to 
attack even by such a feeble parasite as 
C. herbarum l,) . The affection occurs 
mainly on the ears of cereals in moist 
localities or where the crop is growing 
under too humid conditions. It occurs 
less often on leaves and stems of wheat 
and other plants under similar condi¬ 
tions. Affected ears are covered with a 
greenish-black mouldy growth which is 
especially pronounced on lodged plants 
(Fig. 198). During a spell of dry weather 
the superficial growth of fungus may be 
almost absent, the surface of the outer 
glumes being smooth and dark brown 
in colour. In other cases the fungus 
often collects in the anthers and stigmas, 
and the pollen may be much reduced. 
In dry, harvested grain the organism is 
found as pieces of mycelium, and spores 
may also be seen frequently amongst 
the stigmatic hairs, and knots of hyphac 
or microsclcrotia often occur embedded 
in the pericarp Some strains of the 
fungus such as those found on meat in 
cold storage arc capable of enduring as 
low a temperature as -6° C., but pro¬ 
longed freezing destroys the organism 0 • 

The grccnish-black mycelium produces 
a velvety appearance on the surface of the 
ear, and within the tissues it tends to form 


layers of short-celled fungus parenchyma 
which force their way down between the cells of the host. At and near the surface the 
hyphac are greenish-brown ; and, deeper in, hyaline. Conidia are produced in tufts on 
erect conidiophores which usually spring from small stromata developed just below 
the epidermis. Similar conidiophores can also arise from any part of the external 
mycelium and, in addition, the hyphac themselves tend to break up, when old, into 
spore-like portions, the segments thus set free being capable of germinating. I ypical 
conidiophores are greenish brown, lighter in colour at the top, septate, and one or more 
times bent or kneed, each bend being capable of bearing conidia. The latter are formed 
in branched chains terminally and laterally on the conidiophores ; the end spore of a 
chain is the youngest. The basal conidia in the chains are 1- to 3-septate, most frequently 
1-septate, while the terminal or distal ones are usually continuous. The shape varies from 
cylindrical to oval, or almost round ; the colour from brown for the older conidia to near > 
hyaline for the younger spores. Each conidium has a characteristic, thickened refract'' e 
cushion at the ends marking the articulations with the next spores of the chain. T c 
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conidia are highly variable in dimensions according to the strains of the organism, and 
range from 5 to 15 bv 4 to 10 fi, but in the forms found on storage meat the small round 
conidia were about 4 /x in diameter while the larger, cylindrical ones measured up to 25 
by 4 to 5 /x (,> (Fig. 199). 

A second type of spore, the so-called ‘ hormodendron * stage, is often associated 
with the normal form (Fig. 199 e). In this, the conidial chains arc chiefly produced 
at the ends of a brush-like tuft of filaments formed at the tip of a conidiophorc; 
these conidia are usually non-septate and almost hyaline. But all kinds of transi¬ 
tional stages between the two forms of spores occur, and one gives rise to the other 
readily in culture. C. herbarum possesses numerous strains "• which vary in 
many features such as in the length and extent of branching of the conidiophores, 
the density of the sporing chains, in temperature relations, and in reaction to 
light ,J) . The fungus has no perfect ascigcrous stage as was once accredited to 
it ,4) , and so far remains in the Hyphomycctes (Fungi Imperfccti). 


1. Bennett, F. T. : 1928- Ann. Afifi. Biol. xv. 191. 
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3. Brooks, F. T., and Hansford, C. G.: 1923- Tram. Brit. Mye. Sot. vm, 113. 
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Brown Foot Rot and Ear Blight of Wheat, Fusarium arenaceum (Fr.) Saec. 

and /•*. cuhnorum (W. O. Sm.) Sacc. 

Foot rot is only one phase in the history of this disease, which affects not only 
the basal part (' foot ’) of the stem but the seedlings and the 4 heads ’ of fully 
grown plants as well. In most areas wheat and rye suffer more from this trouble 
than oats and barley, losses in wheat being sometimes as much as 50 to 70 per cent, 
of the crop ; a number of grasses which include bromc and couch-grass are also 
attacked. 

This disease is common in Britain and throughout Europe (,t 2 * *• 5 * l0> . In 

Canada (,4) it is widespread, and occurs in the United States chiefly in the Northern, 
Pacific, and Central States In Australiaand New Zealand tb> this foot rot 
is considered to be one of the most destructive of all cereal diseases. 

In Britain this disease is caused by two species of Fusarium , viz. F. cuhnorum 
and F. avcnaceum (J> 4 - s *. Another species of Fusarium, F. graminearum , which, 
however, unlike these two, possesses a perfect stage, namely Gibbcrclla zcac , also 
causes a foot rot, seedling, and head blight of wheat, but is not common in Britain ; 
it is described in the next section. In Canada ,,s> it is recorded that the specific 
identity of all the different Fusariums capable of causing foot rot of wheat is not 
known but that the greatest damage is caused by the F. cuhnorum type. The 
difficulty of tracing the disease to one or more specific organisms is due to the fact 
that the fungi concerned are capable, in the absence of a congenial host, of living 
indefinitely in the soil as saprophytes which, however, may resume parasitic activity 
at any time if a susceptible plant is available to them. Accordingly, the disease is 
attributed by some to one dominant species of Fusarium, other species of Fusarium 
being more or less suppressed ; in Britain, foot rot is caused mainly by the two 
species of Fusarium above mentioned. F. niva/e is also often implicated (p. 479). 
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There are two sources from which primary infections may attack the host- 
2 ft tH f- pres9n9e of the fungus already within or on the grain ; and secondly, 
From ^ ,her 8 ^ SOi ' con tamma,ed with the organism! 

seedhncs in th° f . UrCe - Whe " the /“ d “ sown ' the ^gus (or fungi) attfcks the 

seedlings m the same way, and as the symptoms of the disease are not greatly 

t dk.Tnc', C3US A y T e ° r u 0ther ° r by b0,h of ,he two F-sar,ums together! 

tom t er "* T ^ an y effects that ‘he organisms singly, or 

<a) BUgh !\, T be f ed iS 80 heavi| y impregnated with fungus that the 

• “ 8 “' dl ! nB ,S H'l ed before its shoot appears above ground. This stage is 
> o P J, b i e , f ? r ^Klerat.Ie misses 1 in bare wet patches of ground. 

( ) Seedling Blight: I he seedling has succeeded in pushing out its first leaf, but brown 
esions are seen on both the coleoptile and the coleorhiza ; the seedling may 

* VC ,f r the ,e . af * 8 not b,cach ed or browned, after emergence, otherwise death 

F -,° m dca f. sccdl,n 8 s or diseased parts at soil level, the fungus may grow 
over the soil in small patches to form a whitish 1 snow mould ’ which infects neigh¬ 
pouring seedlings and may extend its area if a suitable substrate of organic matter 
is present on the soil. This fungal growth around the base of seedlings sporulates 
treciy in autumn and spring, and spores arc disseminated by wind or splashing 
. v r <?' n . l ° l '® , 8 bb °uring seedlings (F. niva/e is the main cause of snow mould), 
v P r,n g clows: If young leaves of older seedlings become a paler green than 
norma , turn yellow at the tips, and finally show a blighting effect, young plants 
usually perish in great numbers during wet weather. Should, however, a dry 
period with continuous sunshine intervene, a high proportion of seedlings at this 
stage may, by developing new roots, grow forward into useful though weakened 


(d) Foot Rot: This is the most destructive stage of all, for it involves the internal 
tissues of the ' crown \ and sets in at a critical time when the plants are approaching 
maturity. Following the entry of the fungus from the crown into the basal part of 
the stems and into the roots, the vascular system fails to function properly and 
wilting results in the death of the plant. When pulled up, the culm breaks off 
easily from the roots, which remain as a sticky brown mass with much adherent soil 
and tungus mycelium. The brown discoloration at the broken end of the culm does 
not extend much above the basal node, and while there may be a certain amount 
of crimson or yellowish-white mycelium at the rotted end, there is never in this 
type of foot rot any dense matting of brown mycelium to form scales similar to 
those which are characteristic of the * take-all ’ (Ophiobolus graminis) disease of 
cereals (p. 377). 


The foot-rot phase of the disease may be considered as following in sequence 
from early attacks on seedlings as above outlined, the plants being enabled to 
survive until this stage, or it may start as an entirely new infection from mycelium 
or conidia, penetrating the host tissues from outside at soil-level, for these two 
■ species of lusartum are capable of attacking the host at all stages of its development. 
( e ) ' Deaf-Ear ' Stage : This follows quickly on, and is practically coincident with, the 
previous stage, and if foot-rotted plants succeed in pushing out any of the ear at all. 
the latter is found to be empty of grain. This barren condition of the cars is not 
due to fungal occupation of these parts but to starvation consequent upon inter- 
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ference with the translocation of food substances from the infected crown below 
and to the low vitality of the tissues in general. 

(/) Blighting of the ' Head ': This stage is due entirely to secondary infections from 
conidia conveyed (by wind and splashing rain, and swaying of plants against each 
other) from plants already affected during the foregoing stages. It is as serious a 
phase of the disease as foot rot and more difficult to control. In wet weather 
infection by conidia from plant to plant spreads quickly and a whole crop may be 
ruined in a few days. Not only ears are attacked but conidia settle down also on 
the succulent nodes below the ears; these nodal infections hardly ever spread 
over the adjacent internodes above or below, and the foliage leaves remain un¬ 
blemished. On the infected nodes a sticky mass of conidia (‘ mucous mould ’) 
develops, and this mould may also appear on a part or the whole of the head as a 
viscid mass of a deep crimson colour, in striking contrast against the bleached or 
yellow parts of any spikclets of the head that escape infection. 


In its attack on wheat !'. avenaceum is less virulent than /•'. cuhnorum , doing less 
damage at the early seedling stage, but in wet soil the general effects on established 
plants are much the same for the two species. Outside Britain, /•’. avenaceum is 
reported to cause only seedling blight and root rot of grown wheat plants. In 
the United States /•’. cuhnorum seldom causes blighting of wheat heads, but in 
Holland it appears to be the common cause of head-blight of cereal crops (2) . This 
species is also found in association with a stem rot and die-back of pinks and 
carnations ,8 :7> **' and of a rotting of Galtonia bulbs in storage uo '. 

The following descriptions of /•'. avenaceum and /•'. culmorum (referred to as l\a. and 
F.c.) are based on observations of cultures on potato-dextrose agar, and on cooked wheat 
grains '*• " (Figs. 200, 201). 

Mycelium : 

F.a. White, with traces of rose and yellow ; on grain, yellow turning brown. 

I\c. White, with yellow, rose and carmine patches ; on grain, white with yellow and 
light carmine, later brick-red. 

Sporodochia : 

l\a. Rose-buff to vinaceous ; on grain, few, large, up to 6 or 8 mm. in diameter, 
finally apricot orange in colour. 

F.c. Ochraccous-brown or cinnamon-Sudan brown ; on grain, carmine to ox-blood 
red, few, 2 mm. in diameter. 

Pionnotes : 

Abundant from both, sporulation occurring freely on and within the medium. 
Ch/amydospores : 

(a) Pseudo-chlamydospores, i.c. chlamydospores arising from converted cells of the 
conidia, with thick walls. 

Fm. From 5 0 to 7 5 n in diameter. 

F.c. Usually the 3 middle cells, up to 14 5 p in diameter. 

(h) True chlamydospores, i.c. arising in the mycelium. 

F.a. Terminal, generally in chains, up to 1 i -6 m in diameter. According to Atanasoff 
chlamydospores are absent 

F.c. Terminal, 87 to 13*8 and intercalary 8-5 /i in diameter, singly, or in chains or 
clusters. 
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Sclerotia : 

Formed by aggregations of segments resembling chlamydospores in dead tissues of 
plant bases. 

F.a. Present. 

F.c. Absent. 

Microconidia : 

Much alike, 3-septate predominant, others o-, 1-, or 2-septate. 

F.a. Spindle-shaped, 25 25 by 4-9/1 (average). 

F.c. Spindle or sickle-shaped, 26 0 by 4 3 /* (average). 

Macroconidia : 

I'.a. Slender elliptical, curved, frequently straight for greater part of length, narrow- 
mg gradually at the ends; wall and septa very thin; 5-septate predominant 
(95 per cent.), 431 to 65-9 by 3-5 to 3-6/1, average 57 0 by 3 5. 


. 200.—Foot rot and car blight of wheat 
(Fusarium avenaceum). 1, sporodochial ele¬ 
ments. 2, sporodochial conidia, from oat 
agar. 3, the same from salts-dextrosc agar. 
4 . macroconidia. 5, microconidia. 6, 
pseudo-chlamydospores. 7, chlamydospores 
and sclerotial bodies (after Bennett, Ann. 
App. Biol.) 


FlC. 201.—Foot rot and ear blight of "hca 
(Fusarium culmorum). 1, sporodochial ele¬ 
ments. 2, sporodochial conidia. 3. mac , r °’ 
conidia, abnormally wide. 4 > macroconi •*> 
including largest forms. 5, conidia from one- 
year-old culture. 6, microconidia. 7 . coni 1 
formation on aerial mycelium. 8. chlamy ' 
spores (conidial) from wheat agar (a®°' " 
and germinating (below). 9, mycelial c > a ’* 1 - 
dosporcs and sclerotial cluster from 
grain ; a. b. c. arc typical macroconidia (an 
Bennett, Ann. App. Biol.) 
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F.c. Sickle-shaped, apical cell sometimes constricted near apex ; pedicillate ; thick- 
walled and pronounced septa. Typically 5-septate (75 per cent.), 30 to 45 by 
5’5 “> 7 M- 

Parasitism of F. avenaceum and F. cubnorum is of the unspecialised type (20 *, 
and both organisms arc capable of saprophytic existence on vegetable debris in 
the soil. The latter organism is especially helpful in the breaking up of straw- 
residues <2I) , a function w hich appears not to impair its parasitic propensities when 
a suitable host is available ; it is a common inhabitant of the compost heap and 
may occur in a viable condition in the soil to a depth of 20 cm. 124 ». F. culmorum , 
too, has been found in soil in which it did not have any appreciable effect on 
wheat <22 - 21 '. Sporodochia which have over-wintered on wheat debris arc know n 
to retain vitality for over a year; so also bits of mycelium and chlamydosporcs 
after many months’ rest renew growth under favourable conditions. Both of these 
organisms may live for a year or more on straw or grain in storage. Spores, and 
even vegetative mycelium on plant residues of the previous year are not killed by 
the lowest outside temperatures in Britain m . 

The manner of infection of healthy seedlings inoculated with /•*. avenaceum 
or F. culmorum has been worked out on oat and wheat <"• 11 a - 25 - 2b ’. Conidia 
placed in contact with the growing oat seed (equivalent to planting in contaminated 
soil) germinate readily on the surface of the protruding coleorhiza and colcoptile 08 '. 
These initial infections are apparently successful only when the inoculum consists 
of numerous conidia putting out their germ tubes close together on the surface 
about to be attacked. (Probably, as in smut and rust infections, successful penetra¬ 
tions can only proceed from a dikaryophytic mycelium established after fusion of 
germ-tubes.) Natural infections in the soil take place after the germ-tubes have 
formed a strand of hvphac, from the under side of which, in contact with the host, 
penetrating hyphae enter the host tissue. The tip of one or more of these hyphae 
impinging, say, on the colcoptile, first forms an appressorium usually over the 
vertical wall of an epidermal cell, a position which apparently facilitates the entry 
of the invading hypha put forth from the flattened appressorium, between the cells 
of the epidermis. After traversing the colcoptile the fungus increases considerably 
in the space between that organ and the plumule, and should the latter become 
thickly covered with mycelium, the young seedling is usually killed before it emerges 
from the soil. In general, the fungus proceeds to infect the growing seedling by 
penetrating chiefly the cortical tissue of the mesocotyl, and this it does in an intcr- 
and intracellular manner ; further inward penetration into the stele appears to 
be held up by the endodermis for a long time. In the axis of the seedling the 
fungus accumulates chiefly between cortex and epidermis, especially in the sub- 
stomatal cavities, and here it gives rise to sporodochia which emerge either through 
the stomata or between disrupted epidermal cells. These fructifications develop 
conidia which spread the disease to neighbouring seedlings and set up secondary 
infections. It is at this time, too, that the fungus itself may emerge and cover 
the surface of small areas of soil around the diseased seedling, to form the ‘ snow- 
mould ’ above mentioned. The roots and crown become infected from the 
mesocotyl, the fungus travelling therefrom by way of the intercellular spaces of 
the cortex. It is not usual, however, for the fungus to travel from the crown up 
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into the culms for more than about i, or 2 inches at most. Thus, as already indi¬ 
cated, collapse or death of the shoots is not due to the fungus keeping pace with 
the growth of the shoots, but to its presence in the tissues at the base interfering 
with plant functions. 

Invasion of the crown can also be effected directly from outside, through the 
natural openings made by adventitious roots when they break through at the surface 
of the crown. Despite all these infections of the crown, however, the seedlings 
may yet recover, provided these adventitious roots can become established, as they 
often do if a dry period intervenes, and with continued growth the balance may 
turn in favour of the host, the fungus being confined to the parts originally infected. 

So far, the fungus has been confined to the tissues outside the endodermis, and 
since the stclar tissues are still functional, an infected plant has good chances of 
recovery. Under very wet conditions of the soil, however, the fungus finally 
penetrates the endodermis to enter the vascular tissues of the stele. With a con¬ 
siderable amount of the cortical tissues of the crown already rotted, and followed 
now by blocking of the xylem elements with fungus, the disease enters upon its 
most serious phase, that of foot rot, which culminates, as already stated, not only 
in more or less complete destruction of the tissues at the base of the culms but 
in the ‘ bleaching ’, and production of * deaf ears ’ at the heading stage. It all 
depends, apparently, upon the rapidity with which the crown becomes infected, 
whether death of the shoots occurs before heading, or is deferred until the plants 
arc fully grown ; but with extreme infection of the crown in all its parts, and 
clogging of vascular elements, wilting and collapse completes the foot-rot phase 
of the disease. 

The blighting of the heads of healthy plants and of others which outpaced 
internal infection is, as stated, a secondary stage, being entirely separated from the 
sequence of infections outlined above. If there is abundant provision of conidia 
from primary infections and other sources, conidia may reach the heads in diverse 
ways and, provided wet weather intervenes, infection of the spikelets is easily 
established u) . Furthermore, the infection of the stem node below the ear also 
occurs at the same time as that of the head ; both of these infections arc independent 
of each other and of any previous attacks that may have occurred on the plant. On 
spikelet glumes and on the nodes below, small brown spots appear which, as they 
increase in size develop a bleached area and numerous infections occurring to¬ 
gether, present a mixture of light-brown and bleached patches, changing from 
reddish brown to carmine and bearing eventually a delicate covering of white, 
cottony mycelium. With the return of dry weather, the heads present a more or 
less bleached appearance, and the mycelium disappears except from places "here 
it is protected within the pales, and in its place a sporodochial production of coni ia 
appears (the mucous mould, above mentioned). The mould is of a coral hue 1 
infection has been done with F. culmorurn, and of an apricot tint with /*. avena- 
ceum (3> . According to the degree and place of infection, all the spikelets or on > 
a few in a head may become infected, but an infection which starts low down in 
the axis or rachis usually results in the death of the healthy spikelets above t & 
point, due again to the breaking-off of food supplies from below, not to actua 
fungal occupation of the spikelets themselves. 
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Spikelets which become infected by the fungus entering them from the rachis 
usually produce grains in which the embryos are shrunken and dead. But infection 
of the grain in the head may sometimes take place by direct infection of a glume 
from outside, the fungus penetrating right through to the surface of the pericarp 
where it causes a diffuse brownish patch on the side of the grain <3) . All the spike- 
lets of a head are usually barren if infection of the head occurs at flowering time ; 
if flowering is over before infection, infected spikelets produce only rudimentary 
grains which, by becoming covered with mycelium and sporodochia, are usually 
found with their enveloping glumes and pales stuck together. It is in this way 
that the grain at germination becomes infected from the presence of the fungus 
lurking within glumes and pales, and in the same way the fungus attacks the host 
at germination when clean grain is planted in contaminated soil. 

We have seen that weather conditions play an important part in the develop¬ 
ment of this disease. In the soil a high degree of moisture is essential for infection 
and for spread of the disease into the crow n and roots. A spell of dry weather will 
usually cut short an attack, especially that of the head-blight phase of the disease. 

Initial infections by either of the two organisms concerned take place at com¬ 
paratively low temperatures (about 10 C.), and since the fungus persists through¬ 
out the winter it is probable that infection in the field occurs at any minimum 
temperature which allows wheat seedlings to grow. 

There is little information available about the effects of manurial treatment 
relative to this disease ; a high ratio of nitrogen to potassium appears to aggravate 
it Wo) , and it is reported in the case of /•'. culmorum that infections with it occurred 
with equal vigour regardless of the concentrations of phosphoric acid applied to 
the soil ,,2, . 

Inefficient drainage, wet, acid, cloddy soils, deep sowing, too liberal applications 
of organic manure, are all favourable to seedling blight and foot rot. But in relation 
to blighting of the heads it is obvious that improved cultural conditions have no 
direct effect. To reduce the incidence of foot rot all infected material from previous 
crops should be ploughed in deeply. As cereals are the best hosts for these fungi, 
long periods of rotation between straw-producing crops are essential in order to 
eliminate soil contamination m . With winter wheat, while late sowing from mid- 
November to early December may reduce the incidence of infection, tillering and 
ear-weight were found to decline, necessitating the use of larger quantities of seed 
grain 124 '. So far as spring cereals are concerned, sowing should be done at the 
latest date which will give a full crop. To reduce the amount of primary infec¬ 
tion seed treatment is strongly advised and good results are reported from the 
application of mercurial compounds in dust or liquid form < 3 * ,7 '. A fine firm 
seed bed w ill do much to reduce infection. 

All varieties of wheat, barley, and oats are susceptible to this disease, but oats 
appear to suffer less than the other cereals ' i. 2 3 - ,0 * l3 \ 
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Scab of Wheat, Gibberella zeae (Schw.) Fetch 

A disease of wheat causing symptoms closely parallel to those described in the 
foregoing account is caused by Gibberella zeae (G. saubinetii) the conidial stage 
of which is also a species of Fusarium , viz. F. gramine arum. In many countries 
only the latter stage is found. The fungus attacks wheat, oat < 7) , barley (8 \ maize, 
rye, rice, grasses, flax, Ipomoea, hop, horse-bean, and other plants u * 2,1 24 ‘ l7 ‘ 
jo, j2 jj, 44. 4s>. it was not observed on cereals in Britain until 1928 (though sus¬ 
pected on wheat in 1921 <l0) ), when it was discovered on imported barley which 
proved to be poisonous to pigs and poultry, and although the toxic properties of 
barley infected with this fungus have been reported from various sources (,5> i7,S9 \ 
the deleterious substance is actually a product of the grain formed as a result of 
infection, probably an alkaloid (z) . The fungus has no such toxic effect on wheat. 

The disease is much more destructive in the United States and Canada and 
in some European countries than in Britain, where it is, so far, of minor importance, 
though reported from various parts of England and Ireland <7 * 9 - ,, ' ,7, I9, Z0 ‘ 40 ‘ 4,) ‘ 
In the United States losses in 1919 to wheat alone was estimated at about 80 
million bushels <l7) , and in Eire, in three counties, in 1942, a reduction in yield 
per statute acre amounted to 21-8, 38*4, and 55 per cent, respectively (7) . 

Although G. zeae also causes foot rot and seedling blight of cereals like the 
foregoing species of Fusarium ,8) , it is as an organism causing head blight leading to 
grain disease that it has become prominent in its attack on wheat, especially in the 
United States where it is known as ‘ scab ’ or ‘ scabby wheat ’ disease (fig- 202 'j 
In Pennsylvania in 1921 wheat scab was confined to the infection of the head an 
was prevalent in that area mostly where wheat had followed maize in crop rotation, 
the fructifications of G. zeae on the old maize stubble being the source of infection • 

Since the symptoms of foot rot and seedling blight are much the same ere 
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as in the previous type described, only 
the head blight stage is dwelt upon 
here. Although head infection of wheat 
may take place at any time from flower¬ 
ing up to the maturation of the grain, 
it takes place mostly at or soon after 
flowering ,,a \ and is most harmful at 
the 4 soft dough ’ or 4 setting ’ stage m . 
The heads are very resistant to infec¬ 
tion prior to flowering Affected 
spikelcts present a whitish-yellow hue, 
as if prematurely ripened, contrasting 
strongly with the green colour of healthy 
spikclets. The discoloured glumes are 
covered, especially along their edges, 
with a whitish or whitish-pink mycelium 
which also keeps the glumes stuck 
together; later, all this fungal covering 
turns a red colour, especially towards 
the base of the glumes, and may or 
may not bear spores (conidia). This 
appearance of the shrivelled, scabby 
grain in the ear is, however, not dis¬ 
tinctive of the action, of O’. zcae, for 
this effect, as well as the identical 
colour shades, may also be produced by 
/•'. culmorum anti /•’. air mice urn, so that 
no reliance can be placed upon super¬ 
ficial examination of affected grains as a 



• u;. zo2 .—Wheat scab (Gibber el/a zrae). The 
black pcrithccia on wheat ears; affected 
spikelcts occur in groups. On variety Queen 
Wilbelmina (photo by McKay, Sci. I*roc. 
Roy. Duh. Soc.) 


means of identifying the parasite. Sometimes, grains affected with zcac carry 
only a film of mycelium, without conidia, especially when occurring on barley, 
due, according to some, to the fact that the conidia germinate so very quickly 
that only the filmy mycelium is observed 4 * 


When present on wheat grain the film forms a reddish incrustation of light-pink or 
crimson conidia, the so-called Fusarium graminearum stage. On naturally infected wheat 
grains of English cereals, 95 per cent, of the conidia were 5-scptatc, measuring from 48 to 
(>7 by 4*2 to 5 ' 5 /x (average 56 by 4-9/*), the remainder being 3- to 8-septate (Fig. 203). 
The conidia are similar to those of F. culmorum, but arc larger and more slender with a 
more prominent ' foot \ In culture, they arise below the surface of the mycelium and 
while a few small, 1- to 3-septate microconidia may occasionally be seen, the characteristic 
macroconidia arise in sporodochia on the medium, or on a thin plectenchyma as tinted 
globules of slimy masses, pale ochraceous to salmon orange in colour ; chlamydosnores 
arc absent M . 1 


The absence of chlamydospores and the production of pcrithccia distinguish this 
fungus from /•. cutmorumzndF. arenaceum. Pcrithccia have been observed in nature on 
the first leaf sheath of bhghted seedlings, on the culm near the soil line (in which case they 
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probably also persist on the stubble after 
harvest (l,) ), on glumes and scabbed grain 
(Fig. 204), and on the node below the 
spikelets <,, \ While the production of conidia 
is always profuse on artificial media, that of 
perithecia with ascospores is rare and is in¬ 
fluenced by various factors. They have been 
obtained by inoculating cooked wheat grains 
embedded in moist, sterile soil, at 16 0 to 
25 0 C. ; after 6 weeks these grains bore 
clusters of fertile perithecia. They are 
crowded or scattered, black, and ovoid ; on 
naturally infected wheat grains, under warm 
and moist conditions, they measure from 200 
to 250 by 1 go to 210 /t, and are slightly 
beaked at the ostiole ; asci are numerous, 
up to 100, club-shaped, 8-spored, and 
interspersed with a few 3 or 4-cclled para- 
physes ; ascospores arranged in single series, 
or unevenly biseriate, fusiform, straight, or 
commonly dorsiventral, mostly 3-scptate, 
measure from 20 to 26 by 3 5 to 4*5 h> 
(Fig. 204 c). Sclerotia-likc bodies, probably 
abortive perithecia, are also formed in 
culture **• '**. Physiologic races of the fungus 
exist ««». ««». 


FlO. 203.— Gibbercllo zear. 1, conidia from Jr, *K#» coil for 

wheat grains, a. conidia and par. ofsporo- , 1 hc mycelium Can I.VC in the SO.I tor 

dochial conidiophorc. under dry conditions, at least a year on decaying plant residues, 

3, conidia from sporodochia on oat agar, presumably as a saprophyte <M> , and is 

<* v?*™* m the ** 

oRor. 6, conidia from psvudopionnotcs, on infected seedlings to healthy ones 
potato apar (after Bennett, Ann. App. Biol.) Conidia of G. zeoe appear to be short¬ 
lived (45) , and in summer, under field 
conditions, must germinate quickly or perish, but apparently under storage 
conditions may live for seven months or more, and ascospores survive for at 
least one year or longer ,6> . Soil that has carried a diseased crop is said to 
contain conidia which may infect directly from the soil, but in Fire, such a soi 
did not retain infectivity to the next season despite the addition of infected debris 
to it ,8> . Mycelium and spores on scabby heads and infected grain kept out o 
doors during the winter, in Minnesota, retained their vitality in the dark but not 
when exposed to light, so that, protected under debris or straw in the field, it ,s 
probable that the fungus is capable of living over winter on various substrates - • 
In places where perithecia are absent or rare, as in Britain, infections of spring-sow n 
wheat probably arise from conidia produced in spring on diseased autumn-sown 
crops, or on residues and diseased grain ,6) . Variant strains and environment 
no doubt account for these discrepant views about the persistence o t e 
parasite. 



I l<;. -04. (iibherellu zeae. A. spikelet showing pcrithecia ( - 3). H. pcrithecia on spikclets of 

oat. C, median longitudinal section through pcrithccium showing general appearance ( ■ 4^0) 
I), section of a perithecium squashed to show numerous asci and paraphyscs ( - 357) ; insets 
C, top left, general appearance of the ascos pores when removed from ascus ( ■ 1000) ; top 
right, mature ascosporcs in ascus ( * 1000). (//. photo bv Koister & Noble- / (' /) K v 
McKay, .Vo. /Vo,. Roy. Dub. Sue.) ' 
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Infections of wheat by G. zeae follow on the same lines as already described 
for F. culmorum and F. avenaceum , that is, primarily at seed germination from 
infected grain or from contaminated soil, and secondarily at the heading stage, 
but in this case from both conidia and ascospores conveyed by wind, including 
also spread of infection in the field by contact of heads, especially in wind and 
lashing rain. G. zeae does not attack the germinating seedling to any extent 
like /*. culmorum and F. avenaceum , and except under extremely wet conditions, 
or in dry or poor soil impeding growth, does this parasite cause any appreciable 
mortality in seedlings. Again, this organism as a foot-rot fungus is not so virulent 
as the two Fusariums ; basal attack does not cause the plant to break and fall 
over, neither is there failure to extrude the ears, nor are deaf ears a common 
feature of scab disease. Nevertheless it causes a reduction in both size and yield 
of grain, the extent of which is difficult to estimate, as Gibberella and the above- 
named Jusarium species occur so frequently together <6) . As already stated, ears 
of wheat are susceptible to infection from flowering-stage to maturity. Caught by 
the extended feathery stigma or ‘ brush * of the ovary, the spores germinate to 
penetrate the wall of the ovary in which the developing mycelium becomes intra- 
and intercellular (l * 38 \ Early infection of a floret may inhibit the development of 
the embryo, which becomes replaced by mycelium, but if infection comes later, 
small shrivelled grains may result. The hyphae tend to become massed in the 
aleurone layer while in the starchy portion they form slender strands ; the endo¬ 
sperm is disorganised, the starch grains therein forming a loose mass without, 
hovvever, being attacked. There is not much infection in the pericarp and the 
typical grain discoloration is attributed to the occupation of the aleurone cells 
and modification of their contents (6) . Spread of infection from the embryo may 
extend to the outside of the grain, there to form a thin film of mycelium. This 
surface mycelium may give rise to conidia and pcrithecia. It usually happens that 
grains infected at the germ- or embryo-end arc doomed from the start, while 
those infected at any other point, thus leaving the embryo unaffected or only slightly 
so, are still viable but liable to give rise to diseased plants if sown. Although the 
majority of infections take place at the brush end of the ovary, another type of 
attack, arising externally, may sometimes occur in the form of a single spot on an 
outer or a flowering glume whence infection passes through into the grain. Further¬ 
more, although grains may become infected in these various ways on the plant 
during ripening, considerable spread of disease of wheat heads occurs after 
ripening when the plants are herded together in the stooks, and diseased cars laden 
with conidia thus come into contact with unaffected ears <6) . Infection of the glumes 
and the rachis of the spikelets appears to be somewhat restricted and takes place 
subsequent to the infection of the grain. The general view appears to be that 
the fungus does not travel from one spikelet to another via the rachis but 
inoculum placed at the base of a spikelet may extend along the rachis mainly on 
its exterior and to some extent internally if the rachis is succulent, in which case 
other spikelets become affected, but it is not believed that this progressive method 
of axis to spikelet infection is common in nature. The fungus may live for several 
years within the grain <28) , and with the planting of infected seed, seedling infection 
follows on the same lines as previously described. 
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The factors which influence infection by this fungus arc soil temperature and 
moisture, and high humidity at ear-blight stage. Wheat, a low-temperature 
plant, makes steady growth at temperatures of, say, 8 to i6 3 C., increasing rapidly 
but with decreasing vigour with higher temperatures up to about 28° C. The 
fungus, too, is tolerant of low temperatures in both its vegetative and perithecial 
phases, so that it is not adversely affected by the winter temperatures of our British 
climate, but its vigour is greatly reduced in natural competition with saprophytes ,6) . 
Since both conidia and ascospores germinate below 10 C. (a temperature which 
also permits of seedling germination) wheat was found to become infected in 
sterilised soils during February and March when the temperature did not exceed 
10 C. (6> , but others say that this is higher, not below 12' C. (,n . The fungus, 
however, is more or less subdued at low temperatures, and within a range of 16 ’ 
to 24 C. blight was found to be so severe that seedlings were killed before emer¬ 
gence and other seedlings which had succeeded in breaking into leaf became 
wilted ,m . At temperatures of 28 C. and higher, blighting usually occurs only 
after emergence. At low temperatures, protective to the wheat, though mycelium 
may be found in abundance around the underground parts of the seedlings, 
penetrations are frustrated, but with rise of temperature the hyphae enter readily 
through root hairs, piliferous layer, coleoptile, and sub-coronal internode. The 
fungus hardly ever travels higher into the stem than the second or third internode, 
and infection does not reach the head, though some have suspected car infection 
to take place in a systemic manner ,,7a '. In relation to temperature it is inter¬ 
esting to note that the attack of (!. zeae on another cereal, maize, occurs under 
diametrically opposite conditions Maize, unlike wheat, is a ' high-tempera¬ 

ture ’ plant. Whereas at 8 C. wheat plants remain disease-free, maize seedlings 
become blighted ; at 12 to 16 C. blight is still severe, but gets milder from 16 0 
to 24 , being checked at the latter temperature almost entirely. It is difficult to 
account for these diametrically opposite effects of presumably the same strain of 
fungus on different hosts, and it would appear that the dominant influence of soil 
temperature must rest with the host rather than with the parasite. Further, it has 
been shown that resistance and susceptibility are correlated with the metabolism 
of the seedlings of the different hosts when grown at different temperatures (,J * - ,6 \ 
It is inferred that, under the influences of variable temperatures, moisture relations, 
light, etc., the degree of hydrolysis of starch and protein, of the amount of sugar 
in the embryo, especially in the growing point and in the coleoptile, the nature of 
the cell wall, whether of cellulose or pectic compounds, and especially the degree 
of cutinisation and suberisation, all play their part in the incidence of infection (,2) . 

In relation to the effects of soil moisture on infection, a lowering of this factor 
to a point where the normal metabolism of the seedlings is inhibited predisposes 
both wheat and maize seedlings to blight, for at 30 per cent, moisture-holding 
capacity of the soil both plants were blighted at all soil temperatures in infected soil. 
But this adverse effect gradually lessened with increase of moisture content, until 
at 45 to 50 per cent, it ceased to be exerted. Thus, during the germination of 
wheat seedlings at 8 C. and 30 per cent, moisture capacity, 72 per cent, of the 
seedlings were blighted ; at 45 per cent, moisture, 44 per cent.; and at 60 per 
cent, moisture seedling blight hardly existed. When the combined influence of 
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temperature and moisture content of the soil is unfavourable to the host, fungal 
attack seems inevitable, due probably to disturbance in the normal metabolism of 
the plant ,2 - “ . Records of the influence on infection of variable pH values of 
the soil are meagre ; a pH of 5-5 appears to be the minimum value for infection ; 
at or near pH 9 0 the fungus is very destructive to young seedlings even before 
their emergence in cultures, and probably under natural conditions as 

well, calcium appears to play an important part in the growth of this fungus «*>. 
Consideration ot the temperature factor indicates that seeding when the soil is 
cool, that is, of spring wheat at the earliest safe date in the spring, and of 
winter wheat at the latest safe date in the autumn, reduces the risk of seedling 
blight <M) . 

In the control of this disease by crop rotation it is a common observation in 
the United States that wheat planted on land where infected maize has grown 
suffers more severely than when it follows any other crop, so that wheat must not 
follow maize in the rotation *». since G. zeae is also harboured by wild grasses, 
removal of these from the vicinity of wheat areas, together with clean cultivation, 
is advisable. I he disease is highly variable on different varieties of wheat and no 
variety is known to resist infection under a wide range of conditions. 
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Loose Smut, L'stilago avenae (Pers.) Jens., and Covered 
Smut, L'stilago kolleri Willc, of Oats 

‘ Loose * and 4 covered * smut diseases of oats are caused by two closely related 
species of fungi, Vslilago avenae and U. kolleri respectively. Both types may be 
found wherever oats are cultivated ; the former appears to be much the commoner 
in Britain. 

Before the control of smut by grain treatment was adopted, smut diseases of 
oats ranked with the most destructive plant pests in temperate climates. In the 
United States loss of grain through smut is estimated to be very high ; in Canada, 
smut is far more common on oats than on wheat and barley, and the annual losses 
of about 6J million dollars are estimated to exceed those due to all the other cereal 
smuts put together 16 

It is not easy to distinguish between these two diseases in the field, and both 
may occur together in the same crop, but there are no visible symptoms of either 
until the plants have reached the heading stage. 

With the appearance of the black sporing-inasscs (' brand ’ spores) in the heads, 
the plants affected with either type of smut are shorter than healthy plants. Those 
affected by loose smut may usually be distinguished from those suffering from 
covered smut by the branches of the panicle standing erect and more or less 
closely investing the central axis, so that the smutted head presents a more com¬ 
pact appearance than a panicle affected with covered smut, the branches of which 
arc lax, with the smutted spikelets dangling down just like the healthy spikelcts 
(Fig. 205). But, in fact, it is not a safe criterion to distinguish between the two 
smuts from mere external appearances of the panicles and, for certainty, micro¬ 
scopical examination of the smut spores is essential. The spores of loose smut 
have a spiny (echinulatc) wall, whereas those of covered smut are perfectly smooth. 

Smut is usually very destructive to the protective chaffy scales, and the tissues 
of the ovary are entirely replaced by spores ; and other parts of the spikelets, even 
the glumes and awns, may also harbour them. In the covered smut, however 
the spore masses are held together within the grain by a thin, whitish membrane 
whereas in loose smut this protection breaks down and the spores are liable to be 
blown away by the wind until nothing remains of the head except the stalk. On 
the other hand, heads of covered smut remain more or less intact during the whole 
time the crop is standing, and the spores arc not usually liberated until after harvest 
when smutted and healthy grain go together to the thresher, and from contact with 
the smutted grain, now broken, healthy grain becomes contaminated with the 
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spores set free. Spores from 
the panicles of loose smut, 
being free, are conveyed by 
wind to the spikelets of healthy 
panicles open for pollination, 
and thus reach the developing 
grain while the crop is stand¬ 
ing. There is, however, no 
hard and fast distinction be¬ 
tween loose and covered smuts 
of oats, in respect of the re¬ 
tention or not, of the spores 
within the grain. Those of 
covered smut may sometimes 
escape in the standing crop, 
while those of loose smut may 
sometimes remain in the grain 
until threshing. Whether the 
spores merely remain im¬ 
prisoned and dormant within 
the coverings of the grain until 
the time of sowing or whether 
there is actual infection of 
the developing grain at the 
blossoming period is discussc 
again below, but in both loose 
and covered smut, grain con- 
takes place, and 


tamination 


Fig. 205.—Covered smut (Usiilago kolleri) and loose smut 
(UstilaRo avenae) of oat. A, covered smut. B, C, loose 
smut, latter showing lesions also on the leaf. (A, photo 
by Foister & Noble ; B, by Dillon Weston ; C, by 

McKay) _ . ^ 

infection in each case occurs when the grain is sown, the fungi penetrating 
seedlings and keeping pace with the growth of the plants. Infection is,there 
systemic, and with the conversion of the panicles into smutted heads, t e 
cycle is complete. 


Loose Smut of Oats, Ustilago avenae (Pers.) Jens. 

Loose smut is much more common everywhere than covered smut. ^ efC 
also more destructive to the spikelets, for in addition to occupying the °' ar ^ asses 
is usually not an awn or a glume that has not been replaced by the sporing^^ ^ 
of this fungus. Sometimes sporulation occurs on the uppermost <- a j nS 

well as in the panicle (Fig. 205 c) <«>. All the heads of a stool and an * c . 
of an ear may become infected, though some of the upper grains may o t ^ 
The spores are globose to oval, olive-brown singly, with one side lighter 
other, dark, almost black, in the mass, and with a finely echinulatewa , e in 

from 5 to 9 in diameter, and are uninucleate and diploid. Germination uciion of a 
a few hours in water or nutrient solutions and on solid media with t e p se p tat j 0 n. 
stout tube or promycelium (basidium) which becomes four-celled by tr *J! s ' C daughter 
Each cell of the basidium is uninucleate, and the nucleus divides, sen ing 
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nucleus into the developing sporidium (basidiospore) which arises near a septum, the top 
cell producing a terminal sporidium. The other nucleus remains in its basidium-ccll and 
may divide again to provide nuclei for more sporidia (Figs. 61,62). During the formation 
of the promvcelium the nucleus of the spore passes through a ‘ reduction division and the 
sporidia are therefore haploid. The spores may germinate differently at different tempera¬ 
tures, but whether such differences are to be attributed entirely to change ot temperature 
or nature of the culture medium or to distinct strains of the fungus is not known but at 
o° C. the germination of certain strains was inhibited, and at 5 to 10 C., m place of form¬ 
ing sporidia, the cells of the promycelium produced narrow hyphae which in some cases 
were seen to join together ; and at higher temperatures of 20' to 25 C. a few sporidia 
gemmae, and narrow tubes were obtained «”>; in nutrient solutions the sporidia may bud 
freely after the manner of yeasts ' 6I . 

The history of the smut fungus following the fusion of pairs of sporidia or of 
their mycelial equivalents has already been described in (_ hapter 1, p. 40 cl scq. 1 he 
four or' more sporidia produced by a diploid spore arc not all genetically alike, 
and for exact biological studies, monosporidial, not monospore, cultures ot the 
fungus are essential. The sporidia are then found to fall into two groups or ‘ sexes \ 
arbitrarily designated ‘ plus’ and ‘ minus’, two being • and two - 4 ‘ lg • 

Fusion of sporidia in pairs, an essential preliminary to infection, is only effect¬ 
ive between + and - sporidia, and infection fails if the sporidia are all y or 
all There is no morphological difference between the mating sporidia. 
The union is not always between sporidia, and the uniting elements may be the 
germ-tubes or mycelium produced by them, or other cells budded from them 
(gametic equivalents), and the fusing elements may actually be two cells of a 
promycelium connected by a buckle-joint or a clamp connection ,m (Fig. 206). 

The haploid sporidia or their gametic equivalents are incapable of causing 
infection, and it is only the mycelium that arises following the copulation of these 
elements that initiates the parasitic phase in the life-history of this and probably 
most smut diseases (see p. 100). After union of the two gametic elements, the 
respective nuclei, which for simplicity wc may refer to as ‘ male ’ and ’ temale ’, 
do not fuse together but remain in association as paired nuclei. This association, 
though difficult to detect in the parasitic mycelium, presumably remains throughout 
the whole career of the parasite within the plant, from the time the fungus attacks 
it at the seedling ^ige to its final destination in the flowers at the heading stage. 
From the presence of the nuclei in pairs, in the mycelium which infects the host, 
the parasitic history is called the dikaryophytic phase, but though microscopic 
examination of the fungus during this phase does not always show the nuclei in 
close association in pairs, it is presumed that the nuclei which meet and finally 
fuse are of different sex. When the fungus begins its sporing in the ear, a male and 
a female nucleus come together again in every young spore, and it is during the 
ripening of the spores in the ear that the long-deferred fusion of the two gametic 
nuclei takes place, making every spore, therefore, a diploid reproductive cell or 
zygote <l6 \ The ripe spore alone represents the sporophyte in the life-history of 
th e smut organism, for during its germination, as above stated, the fusion nucleus 
passes through the reduction stage and the promycelial cells and their sporidia 
return the organism to the haploid condition. Sometimes a spore produces a 
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promycelium (usually only 2- 
celled) which has not passed 
through the reduction division 
and which does not produce 
sporidia ; being still diploid, 
such a promycelium or its 
derivatives is therefore capable 
of establishing infection forth¬ 
with (36) (cf. Fig. 62). 

There is some diversity 
of opinion as to the extent to 
which infection of the flowers 
takes place in the standing 
crop, whether it is that the 
wind-borne spores which find 
their way into the open spike- 
lets remain ungerminated but 
viable throughout harvest and 
storage, or whether they germ¬ 
inate forthwith so as to pene¬ 
trate the various parts of the 
spikelets and particularly the 
developing grain before har¬ 
vest, in which case there is 
the possibility of the formation 
of a resting mycelium in the 
glumes or on the grain. 'I here 
is, however, general agreement 
that if at the time of pollina¬ 
tion smut spores do happen 
to fall on the stigma or the 
ovary (Fig. 206 D, e), they 
germinate in a very short time 
and the mycelium produced 
by them may invade the pales 
or the pericarp, or both. But 
it is by no means certain that this mycelium, which remains dormant throughout 
harvest and storage of the grain, can start the disease afresh when the infected grain 
is sown. Some say that it is only this mycelium resting in the glumes or pales t a 
is effective (J8) . The artificial inoculation of the flowers of oat by spores of °° se 
smut is not an easy operation to perform, and while the extent of infection ma> 
pend upon various factors such as the capacity of an oat variety to open up 
pales, the conditions of the environment at time of flowering, and other unknown^, 
perhaps, inherent factors, it appears that flower infection in standing crops 0 ° a 
is not nearly as common as in loose-smut infections of wheat and barley cause ) 

V. tritici and V. nuda respectively. A great deal of experimental work, invo \ing 
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Fig. 206 .—Uslilago arenae. A, fused sporidia. from arti¬ 
ficial culture. B, spores germinated within the glumes, 
and fused segments of promycclia. C. fused sporidia 
obtained from within the glumes, after inoculation with 
a suspension of two monosporidial lines of opposite sex. 
D, flower infection ; germinated spores on the stigmas 
and ovaries, showing fusion of promycelial segments 
and formation of gemmae. E, spores germinating on 
the stigma of Anthony oats ; direct penetration by germ- 
tubes, as found also in seedling infection. F, spores 
germinated within the glumes at 5 0 C. (after Western, 
Phytopath.) (see also Fig. 121) 
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various methods of inoculating the flowers has been carried out with smuts, not only 
as above with the hulls intact but also with grains dehulled by hand. Such shelled 
grain, contaminated before sowing, gave a high percentage of infection ; those 
with hulls intact gave less, and flower-inoculated oats gave the least amount of 
infection < 22) . While the extent of flower-infection in oats depends apparently 
on a variety of factors, including the type of oats and the particular strain of the 
pathogen experimented with, it is generally conceded that most infections which 
are traceable to the flowers are actually due to ungerminated spores which have 
been lurking within the glumes and pales or which have remained adherent to 
the pales. These spores remain viable in situ throughout harvest and storage, and 
revive to attack the grain when it germinates “*• 22 »; occasionally, perhaps, seedling 
infection may occur also from resting mycelium in the pales ,iS - ,9 ’. 

As above stated, before the fungus can infect the young seedling it must, in 
one way or another, have established a dikaryophytic mycelium. Under natural 
conditions this preliminary is no doubt effected when numerous spores germinate 
close together in contact with the seedling, so that when the sporidia are produced, 
they or their germ-tubes copulate and. by the passage of a haploid nucleus from 
one sporidium or its germ-tuhe to another, a dikaryophytic phase is initiated in 
the now binuclcate sporidium or germ-tube, as the case may be ; the empty 
sporidium or tube remains passive (Fig. 121). 

During the early stages of germination of the oat grain the plumule or first 
bud is pushed out by the elongation of the mesocotyl region below, and the fungus 
usually penetrates first just below the base of the plumule. Opportunities for 
penetration are brief, for after the primary shoot is about an inch long, further 
attacks are resisted. In about a week following infection the fungus is found in 
the sheath or colcoptile and in the space between that organ and the first leaf 
within. The infecting hyphae are intracellular in the epidermal cells, but when 
the deeper tissues are reached the mycelium is intercellular. The fungus, having 
reached the young axis, continues its growth upwards and, once the mycelium is 
present in the apex of the young shoot, systemic infection begins, for the fungus 
now keeps pace with the growth of the host until spores are formed in the heads. 
Within the growing point the advancing mycelium appears to be entirely inter¬ 
cellular and composed of somewhat broad, curved segments, some of which are 
uninucleate, binucleate, or even multinucleate, and even just before spore-formation 
it is very difficult to find evidence of conjugate nuclear division < 20 ' and to detect 
at what stage the nuclei become associated in pairs prior to spore formation. 
During its progress within the host the fungus apparently has no adverse effect 
on the tissues until it accumulates in the spikclets, where eventually the tissues of 
the ovaries arc destroyed and replaced by smut spores. 

Sometimes, according perhaps to variable external conditions such as tempera¬ 
ture, humidity, and perhaps to other factors that may induce rapid growth of the 
host, the infected plant may outpace the progress of the fungus, so that when the 
ear stage is reached the inflorescence is free from fungus and develops perfectly 
healthv grain. The presence or absence of smutted panicles is therefore no certain 
guide to susceptibility to, or immunity from, smut disease, for the infection may still 
exist at the base of the plant. Infected plants which gave healthy heads at harvest 
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may, after harvest, throw weak tillers which are completely infected with fungus 
which had travelled up from the stool. Even varieties of oats which are resistant 
to or immune from smut fail to prevent infection entirely, but with these, penetra¬ 
tion does not usually go further than the epidermis <*>, the contents of which have 
apparently a toxic effect on the infection hyphae, and the disease is completely 
checked (big. 121). But it is very difficult to determine the exact nature of the 
factors which appear to allow the fungus, in greater or lesser degree, to enter the 
host in some cases, with no evidence of its presence to external view, and with 
no inhibiting effect on the growth of the plant jo). 

I here are several physiologic races of both these species of smut fungi and, 
as some of them have a wide geographical range, the breeding'of oats for resistance 
to smut in particular localities is rendered very difficult, and especially so in view 
of the comparative ease with which the two species hybridise. Furthermore, in 
view of the difficulty of detecting a clear resistance to smut owing to the prevalence 
of incipient or latent infections in ‘ resistant 1 oats, it is evident that the establish¬ 
ment of pure breeding lines resistant to or immune from smut has proved to be 
a matter of great practical difficulty, and, indeed, a pure-breeding resistant type 
of oats which has the capacity of producing consistently a low degree of infection 
has not so far been found <«>, and varieties which have shown a high capacity 
of infection under experimental conditions are not always susceptible in the 
field <»>. 


Since the oat plant is only susceptible to infection during the early stages of 
germination, the extent of infection is obviously influenced by various factors of 
the soil environment, of which temperature and humidity play an important part. 

1 he optimum temperature for the germination of the spores extends rather widely 
from 15 to 28° C. (minimum 4 to 5 0 ; maximum 31 0 to 34 0 C.), and this range 
is practically the same for optimum growth of the host (l * "• ,s) . In general, it 
may be stated that a comparatively high temperature and a low moisture content 
of the soil are favourable to infection. The interdependence of the factors of soil 
temperature and soil moisture in the incidence of smut indicates a method for its 


control, for by the practice of early sowing of oats in the spring, when soil moistures 
are high and temperatures arc relatively low, risk from infection is greatly reduced. 

I hus, in trial sowings in April and May, when soil temperature was 11T C. and 
soil moisture content ranged between 45 and 50 per cent, during the spring, the 
crop showed less than 01 per cent, of smutted plants, whereas under reverse 
conditions of relatively high temperatures and low soil-moistures all the crop was 
smutted (,) . Furthermore, any factor (such as deep planting) that retards the 
germination of the seedling prolongs the period of susceptibility during the pre- 
emergence phase, and any factor that encourages slow development of the host is 
favourable to the parasite, while rapid germination and growth, although not 
preventing infection, may help in the production of normal panicles, which thereby 
have outpaced the disease (5> . 

Little information appears to be available about the effects of temperature and 
humidity during the later phases of the disease, and little is known about the 
effects of fertilisers on the crop in relation to incidence of smut : it is known, 
however, that while the application of phosphates gave very high increases in t 1C 
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field, there was no evidence of any reduction in the percentage of smutted 
panicles 03 \ 

The great success of the treatment for control of smut disease by seed disinfec¬ 
tion indicates clearly that infection takes place largely from spores adhering to the 
grain-coat, and which germinate when the seed is sown. In localities where it 
has been definitely established that infection of the seedling takes place from a 
resting mycelium in the grain, seed disinfection has also proved effective since 
the fungus is confined to the surface of the caryopsis. Infection appears to be 
mainly from spores within the glumes, and spores on the surface of the glumes 
are so dry and powdery that they do not stick to articles with which they come 
into contact so readily as the spores causing bunt ( Tilletia) in wheat, and the danger 
of conveying smut by contaminated sacks and implements is not so great <3S) . 
Although smut spores obviously fall in great numbers on the soil, there is no 
evidence that any appreciable amount of infection of the germinating seedlings 
occurs from spores in the soil. 

Treatment by seed disinfection is effective against both loose and covered 
smut. The most popular fungicide is formalin, in solution as used for wheat 
bunt and covered smut of barley, or it may be used as a dusting powder. For 
hull-less varieties of oats copper carbonate dust is recommended ; it should contain 
about 50 per cent, of copper and be applied at the rate of 4 oz. per bushel 16 
This treatment has been known to give a 70 per cent, reduction of disease in the 
case of hull-less oats which are known to suffer severe injury if subjected to the 
formalin treatment ,il \ Good results have also followed from the use of organic 
mercury dusts, both from the standpoint of smut control and effect on germination 
and stand {ll) . 


Covered Smut of Oats, l stilugo kolleri Wille 

We have seen that in loose smut, so complete is the destruction of the spikclets 
that the spores are easily dispersed by wind, and healthy panicles arc infected in 
the field at flowering time, or soon after. Spikelets affected with covered smut are, 
however, able to preserve their shape owing to the permanence of the glumes, 
and whilst it is by no means unlikely that spores of covered smut may often escape 
from cover when the plants beat against each other in the field, and may be carried 
by wind, as are those of loose smut, to panicles that may be rather late in flowering, 
the spores of covered smut, as already mentioned, mostly remain in the heads until 
harvest time. When the smutted grain is threshed along with the healthy, the 
protective membranes are broken, and the great masses of spores thus liberated 
find their way under the hulls, or in varieties of hull-less oats they settle down on 
the grain itself. In this way sound grain becomes contaminated (Fig. 205 a). 

Covered smut of oats is caused by I sti/ago kulleri which name now replaces the older 
one U. Inis. The spores are similar to those of U. arenae but perfectly smooth-walled, 
while those of l '. arenae are spiny. The spores of both these species germinate in the 
same way and the mode of infection and histological features within the host arc, as far as 
known, identical. The spores of covered smut are viable over a longer period than those 
of loose smut. In culture they gave the highest percentage of germination about 2 months 
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after collection, and preserved their viability for 2 to 2b years, while some samples were still 
viable after 5 \ years 

There are no clear characteristics whereby Ustilago avenae and U. kolleri can 
be distinguished on taxonomic grounds ; and indeed, it has been suggested that 
they might well be regarded as 4 spiny- ’ and ‘ smooth ’-spored varieties of the same 
species (27> 33 \ The two hybridise with the greatest of ease, the spiny character 
being dominant over smooth, in the simple Mendelian ratio of 3 to 1, in segrega- 
tion 10 ' 24) . Inoculations performed with mixed sporidia of the two species resulted 
in the smutted heads being of variable appearance but retaining the characteristics 
of the loose type, with spiny spores <7) . New races of smut are believed to arise 
by crossing and by mutation (23) . In 1931 a 4 buff ’ smut of oats in America was 
found to have arisen as a mutant of U. kolleri (9) . This mutant race crossed readily 
with the two smut species, the buff character proving recessive in inheritance. 
Some of these hybrids with the mutant were more virulent than either parent ; 
one race produced spore masses entirely covered by the outer glumes, another race 
completely destroyed the glumes leaving the sori exposed, while other races for 
the most part partially destroyed the glumes, thus producing smutted panicles of 
an intermediate character. The spores of the buff smut, like those of V. kolleri, 
remain intact in the grain and arc not readily dispersed. This new fungus may 
perhaps be a variety of U. kolleri or possibly a distinct species, and has been foun 
in panicles smutted under natural conditions <,0) . Moreover, it is claimed that 
U. kolleri is not distinct morphologically from U. hordei , causing covered smut 0 
barley, and it is suggested that the two should be regarded as specialised varieties 
of a morphologic species, priority being given to V. hordei Ua) . ^ ^ 

Several authors report the existence of physiologic races of U. kolleri (3, 4 * ' 

30. 34 >. Q nc racc attacks the well-known Fulghum oats, which, with the variety 
Red Rustproof (grown extensively in the southern half of the United States), is 
stated to be resistant to loose smut, but so far no racc of U. kolleri has broken o" n 
the resistance of Red Rustproof <26) . In Wales two races were found on the vane y 
Avena strigosa orcadensis ; one of them was highly virulent on this host, " ,,L 
was, however, highly resistant to the second race, but the latter caused comp c 
infection of the ‘potato’ oats, a variety of A. sativa (30) ; and collections 0 
U. avenae in the United States produced smutted ears on the normally rcs,s a . 
Victoria and Black Mesdag <26a - 35 >. The varieties Victoria, Markton, Na\arro, a 
Bond are highly resistant under most conditions in the United States • 

The same physiological relations discussed in connection with loose sit 

appear also to apply to the parasitism of covered smut. .hvdc 

Both diseases are controlled by seed treatment. Some prefer forma 
dust as a safer treatment than the liquid formalin, owing to deterioration in 
Good results are reported from the use of certain volatile mercury . 

such as ethyl-mercuric chloride or phosphate ; the latter has the addc a 'a 
of checking other diseases of oats besides smut <2,) . 
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Crown Rust of Oats, Puccinia coronata Corda 

Crown rust is very common on oats, hut does not occur on wheat, barley, or 
rye. It is, however, very frequent on grasses on some of which it is specialised. 
On rye grass (Lolium perenne) and meadow foxtail {Ahpecurus pratensis) it causes 
appreciable damage in the aftermath, resulting in considerable defoliation and 
rendering the herbage unpalatable to stock ,2S '. Crown rust attacks mainly the 
leaves and leaf stalks, less frequently the stem. It is caused by Puccinia coronata ,IS \ 
a heteroecious fungus which develops its uredospores and teleutosporcs on the 
graminaceous host, and spermagonia and aecidiosporcs on the shrubby buckthorn 
( Rhamnus) (Figs. 207, 208). In Britain, especially in the west and north, oats 
suffer heavily from this disease and very poor yields arc obtained. In the United 
States crown rust is responsible for greater aggregate losses than stem rust 
(P. graminis) on oats, especially in the south ; in New York State it is the most 
destructive rust of cereals and causes a loss on the oat crop exceeded only by the 
smut diseases ' ,4, . In Scotland, in 1933 losses were particularly severe ,8a) , but 
in later years they have not been so heavy. 
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Fiu. 207.—Crown rust ( Pucciniu toronatu). On the accidial hosts. A. II, on Rhamnus frangufo. A, 
upper leaf surface showing numerous pustules. H. under surface showing aecidia. C, I), on 
Rhamnus tmhartica. C, upper surface showing shrivelled infection pustules with abortive 
spermauonia. /), the same, under surface (photo by Brown (Giltcn), Ann. .-!/>/>. Rutl.) 


The oninge-colourcd uredosori, irregularly scattered on both sides of the leaf, arc 
small, oval and sometimes continent. The uredospores are globose to obovatc, cchinulatc, 
and measure from 18 to 27 by if> to 24/* (Fig. 209 a). The teleutospores (Fig. 209 11) 
on leaf blade or sheath are covered by the epidermis for a long time ; they may be found 
concentrically arranged around the uredosori, or in inconspicuous raised streaks over 
which the epidermis remains unbroken There are numerous factors which appear 
to control the production of teleutospores in this rust. Different strains of the fungus 
vary in their capacity to produce them “•*, and while some authors state that they appear 
independently of the resistance or susceptibility of a particular variety of oats <,0 \ others 
say that the teleutospores develop earlier on a more or less resistant variety than on a 
susceptible one ; and some strains of the fungus produce them only on resistant plants, 
while other strains appear not to produce them at all "*• The teleutospores arc brown 
and smooth, and have the upper cell considerably broadened out and flattened at the top 
where there arc 5 to 7 dark-coloured, finger-like processes forming a ‘ crown ’ to the spore, 
the spores measure from 35 to 60 by 12 to 22/*,and are borne on rather short, thick pedice s. 

The accidial stage, which appears on the buckthorn in May and June, follows upon 
infection with the sporidia produced by germinating teleutospores which have suru'et 
the winter on oat-straw or susceptible grasses. Freezing appears to assist their germina¬ 
tion '»• 1 *\ On the lower surface of the buckthorn leaf, or on the petiole, yellow or 
purplish spots are formed, scattered or in groups, and the infected parts ma> s 10 
considerable distortion of growth. The accidium which finally projects throug 1 
broken tissues is furnished with a white cylindrical peridium, torn and revolute at 
margin ; the aecidiospores are delicately verrucosc. orange in colour, sub-globose, am 
measure from 16 to 25 by 15 to 20/1 ; spermagonia are found on the upper surface o t ^e 
leaf or amongst the aecidia *•*. If infections on the buckthorn are particular!) ,ca '- * 


aecidia may also sometimes appear on the young twigs ,|2 '. 

The two species of buckthorn most commonly affected are Rhamnus frani;u/u 
and R. cathartica, but R. lameolata and R. a/nifolia ‘- 6> and a few other un 
important species ,7 - 17 ’ are also susceptible. An unrelated host Lepargyrta can 
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densis of the family Elaeagnaceae 
also acts as an alternate host to 
that form of the rust which is 
found on the grass Calamagrostis 
purpurescens l8 - ,0) . Both the 
frangula and cathartic a species of 
the buckthorn are reported in 
America to be susceptible ; of the 
seven races of P. coronata in 
Britain, all except one infect one 
or other of the two buckthorns, 
not both K These varieties are 
distinguished by their effects upon 
particular graminaceous hosts; 
the race on Lolium perenne is de¬ 
signated P. coronata var. lolii, the 
one on IIolcus /anatus, P. coro¬ 
nata var. hold. Of the form .. v . . ... 

.. . rw. 200. — I ucama coronata. .Section of loaf of Rhamnut 

on oats / . coronata var. avenae frangula showing normal spermagonia and leaf in- 

thcre are numerous physiologic faction ( 170) (photo by Brown ((;ilscn), Ann. 

races (i * «>. In Britain it is not App. Biol.) 

usual for any of the forms of this rust on the grass hosts to affect oats, and the 
majority of grasses are resistant to the form on oats, so that, in general, there is 
little to fear that infection of oats may occur from grasses infected with crown 
rust ,J) . 

I-rom experiments conducted in south Russia <">, the critical period for infec¬ 
tion of oats with the uredospores was found to occur with the formation of the 
car and up to the ' milky ’ condition in the development of the grain. Recent 
experiments in Louisiana <”•> have established that the parasitism of the leaf 
cells of oats by this rust depends on the liberation by the host cells of phosphoric 
compounds into the intercellular spaces for the nutrition of the fungus 
Leaf infection is stomatal and penetration is preceded by the formation of appres- 
soria ; resistant and susceptible hosts are penetrated in the same way, and while 
there is very little hindrance to the progress of the fungus in susceptible leaves, 
in resistant hosts a reaction early sets in, and after the death of the haustoria and 
of the host cells invaded by them, the fungus makes no further headway <«>. 

Primary infections and greater intensity 
of attack occur chiefly during rainy periods 
and are favoured by comparatively low 
temperatures, but the progress of the fungus 
in the host may continue at higher tempera¬ 
tures. Observations in Louisiana »> showed 
that crown rust is quite prevalent from mid¬ 
winter until the oats mature, and that uredo¬ 
spores can withstand fairly high summer 
temperatures. Their viability appears to 

o 2 



PlC. 209 .—Puecinia coronata. A. uredo¬ 
spores ( > 375). It, leleutospores 
( x 500) (after Erikkson & Henning) 
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be reduced by exposure to light, this being lost within 23 days, whereas the 
spores were germinable after being kept in the dark for as long as 79 days <”>. 
Experiments in Arkansas <22 > showed that at temperatures of 5 to io° C. and 
a humidity value of 25 to 50 per cent., the uredospores remained viable for a 
whole year, while at lower humidities of 15 to 25 per cent, the spores lived only 
for 6 months ; at temperatures above 15 0 C., the spores died at all humidities, 
and it appears that for particular localities and probably for many of the im¬ 
portant oat areas in the United States, uredospores are of little concern in the 
perpetuation of this rust over the winter ; in the northern areas the buckthorn 
provides for the primary infections, but in the southern area the rust appears to 
be carried over by uredospores which have survived the winter, and it is also 
probable that uredospores are conveyed from northern to southern areas by wind. 
Experiments in Winnipeg (2,) have proved the importance of the influence of 
temperature upon reactions to crown rust shown by selected oat varieties to certain 
physiologic races of the fungus. While some races developed normally at all 
temperatures tried, on all the differential hosts, other races differed in the time of 
appearance of, or failure to develop, teleutospores, according to temperature (,I> . 

Rhamnus bushes are not common in Scotland, and there is evidence that 
uredospores do not remain viable over the winter, so that the rust is probably 
brought there by wind-blown spores from England or Ireland (8a> . 

Although the systematic eradication of the buckthorn in the localities where 
it occurs would no doubt help to reduce the incidence of crown rust, in other areas 
where the uredospores arc capable of carrying the rust over from one season to the 
next, the only hope of control lies in the production of resistant varieties. It must 
be borne in mind that it is often desirable in practice to develop varieties of the 
host that will prove to be resistant to one or more rusts, as here, to both stem and 
crown rusts, for in many localities it has been clearly demonstrated that there arc 
varieties of oats resistant to stem rust which are susceptible to crown rust, and t<> 
the devastating smut diseases. Experiments conducted in Wales <*• 61 showed 
that crosses between selections of the variety Red Rustproof (Arena stcrilis) and 
the highly susceptible Scotch Potato oats (A. saliva) infected with a strain of the 
rust on the latter variety, yielded two distinct groups, resistant and susceptible, 
and the segregation in the F 2 generation gave clear indication that resistance 
behaved as a simple dominant. 

It may be stated, in general, that varieties of oats which mature early may 
actually escape heavy infection with crown rust. It has been observed in Wales * 
that the comparatively slow-growing and late-ripening varieties Goldfinder and 
Welsh Strigosa are usually severely diseased while Black Tartar, Ceirch du bach, 
and Radnorship are amongst the least susceptible, and this despite the comparative 
lateness of the first two varieties ; the variety American Sixty Day, one of rapi 
growth and early ripening, also gives good results in Wales. In the northern areas 
of the United States the varieties least affected by crown rust arc Green Mountain, 
Red Rustproof, Iowar, Burt, and Richland 26 >. 
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Leaf Stripe and Seedling Blight of Oats, Pyrenophora avenue Ito & Kuribay 

(- Helminthosporium avenue) Eidam 

Leaf stripe or leaf spot and seedling blight of oats is common and destructive 
in the wetter, northern and western areas of the British Isles, where oats is the 
principal cereal cultivated. In the United States it is not considered to be a 
serious disease of oats, but in Canada, Germany, Denmark, Holland, Belgium, 
and Italy it is reported to account for heavy losses in yield ; it also occurs in 
Japan, India, and South Africa. 

The disease is carried by the seed and a pre-emergence stage (blight) causes 
much distorted growth and destruction of seedlings. There are two distinct 
phases in its history on the host plant. The primary, the leaf-stripe stage, involves 
the seedling and the young plant until the fourth or the fifth leaf is formed, and 
the secondary, the leaf-spot phase, appears on the plant at maturity (Fig. 210); 
and between these two stages there is a disease-free period of about 4 to 6 
weeks <*• 16 '. 

The first leaf of an infected seedling to appear above ground usually shows a 
vellowish-white tip and very small yellow spots on the leaf blade (Fig. 117 b ) ; 
the spots soon become elongated parallel to the long axis of the leaf or they may 
join together to form pale-yellow stripes. These infected parts soon turn brown 
so that one of the early symptoms in the field is the presence of one or two brownish 
stripes running from the base of the leaf but usually not reaching as far as the tip. 
The succeeding second and third leaves repeat the same striped appearance, but 
by the time the next leaf has unfolded, intensity of infection is feeble, this fourth 
leaf showing the disease in a much milder form as small brown patches instead of 
stripes as seen on the leaves below. From now on, infected plants appear to grow 
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FlO. 2io.-—Leaf stripe and leaf spot of oats ( Pyrenophora 
( He/minlhosporium ) avenae). A, a diseased, distorted seed¬ 
ling. li, the primary leaf-stripe stage. C, the secondary 
spotted stage (photos by Foister & Noble) 


normally, the remaining 
foliage leaves looking healthy 
and free from disease. With 
the formation of the fifth and 
subsequent leaves, and con¬ 
tinuing up to the ‘ green 
ear ’ stage, the plants enjoy a 
disease-free period, as above 
stated, of some 4 to 6 weeks. 
At the end of that time, how¬ 
ever, diseased spots may be 
seen to break out on the 
upper, previously clean 
leaves, and their appearance 
heralds the second phase of 
the disease, that of secondary 
infection. This phase is not a 
continuation of the first, for 
it appears at the same time 
on entirely healthy plants 


in the crop, that is, on those which did not show primary infections. These new 
spots are scattered haphazardly on the fresh leaves as well as on the older leaves 
on which the original lesions may still be distinctive in definite longitudinal stripes. 
On plants healthy from the start they are, of course, the only type of infection on 
all or any of the leaves. The secondary spots are, at first, furnished with a yellow- 
green or sometimes purple margin surrounding a sunken, brown and dried area, 
and though these spots may later join and run together in a direction parallel to 
the length of the leaf, they can be distinguished from the primary stripes by their 
greater width and irregular contour ; there is, moreover, no shredding or splitting 
of the lamina. The primary stage of this disease is more destructive in its effects 
than the secondary, for it falls at an early and critical stage in the development 0 
the host, and must inevitably account for much general debility leading to a t un 
stand of seedlings <2 * 7) . The second phase, while not causing appreciable crop 
injury, is of the character of leaf damage to foliage already mature, but is ne\crt c 
less important as it is responsible for the infection of the ear and grain u> . 


The fungus which causes this disease of oats is better known by the name o t >c 
conidial stage of reproduction, He/minlhosporium avenae ui ; the pcrithecial stage, y ^ 
phora avenae (, > Q) is of rare occurrence ; pycnidia of unknown function also occur in 
life-history of this organism. The brown conidiophores arise on the dead disco 0“*^ 
spots on the leaves, singly or in groups of two or three, usually passing out ’c " . 

epidermal cells. The first conidium is terminal, and others arise at intervals in 
fashion along the septated conidiophore, at points indicated by small swellings or ' 
joints (Figs. 120, 211 f). The conidia arc cylindrical, at first light-coloured, ^ C ° j ce |j 
yellow when older ; septa vary from o to 12 (usually 3 to 8) in number, and the ^sa^^ 
is marked by a black spot or hilum ; germ-tubes may be produced by any o t e ^ ^ 
Spores measurements given are, from 17 5 to 147 by 8-25 to 28*25/2 •’ and f rom 15 ^ 
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by 13 to 18 n <«». On oat- or maize-meal agar, at 25 0 C., a very characteristic white, 
cottony, tufty growth arises from a greyish aerial mycelium, the submerged portion being 
very dark, almost black, but different strains of the organism vary widely in appearance 
in culture. The young mycelium is thin-walled, colourless, septated, and multinucleate, 
and occasional anastomoses between hyphae may occur (Figs. 115, 118). Saltations arc 
of frequent occurrence Conidia are produced sparingly on nutrient media but 
abundantly in tap-water agar Spomlation was enhanced in cultures exposed for brief 



F,G * ^^ho^rium) avenue. A, seedling infection. /. lesion on the 

.<• ■*»■ « V 3o,.)/.ihr ,d ''; p 

ptr.lhccium from s.ubbk- ( - «)■ 3 - <»o asc, ( , K. four ascosporcs ( a , v o). I. n,o 
setae from penthecium ( * i«/o) (after Dennis, Trans. Brit. Myc. Sue.) V ' ’ 
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periods to white light of high intensity <8 - 9) and on infected grains submitted to a 20 
minutes’ irradiation after an incubation of three days at 22 0 C. <**>. As the cultures get 
older, the submerged hyphae become converted into short segments resembling chlamydo- 
spores (Fig. 11 b) "• 8> . The optimum temperature for growth is 30° C., the minimum 
being about 2 to 3 0 C. ; actively growing mycelium resists temperatures below the 
freezing point ( - 4 to - 8° C.)and there is a record of as low a temperature as - 14 0 C. 
being tolerated for 56 days ,,7, . 

Resting mycelium may be found at the surface of the grain mostly at the tips of the 
pales and within the pericarp. On the pales it is brownish and consists of thick-walled 
hyphae ; at intervals on the surface of the husk the resting mycelium forms small scales 
of.cells resembling sclerotia (Fig. 115). True sclerotia may, however, be found in the 
field, as small black bodies embedded in leaves lying on the ground after harvest <J> . 
In addition to sclerotia, from which they are hardly distinguishable, small black pycnidia 
may be found on the chaff of the dry grain and they have also been observed in 
culture (big. 211 g) ,1 '. They contain minute unicellular pycnospores, measuring from 
2 to 3 by 2 fx, which have not been seen to germinate and their function is not known ; 
in structure the pycnidia closely resemble those of //. teres (p. 443). The perithecial 
stage Pyrenoffhora avenue (Fig. 211 11. 1), discovered independently in Germany " 7 ' and 
Japan fw> , is rare both in culture and under natural conditions, and although there 
arc important differences between the descriptions from these two sources (the first, 
discovered in culture, and the second, naturally, on grain and stubble of oats), a 
description of the perithccia discovered by Dennis in 1934 on stubble of Kings 
Oat in Scotland agrees closely with that of the Japanese form. They arc described 
as being sub-epidermal at first, later becoming crumpent, scmi-globosc when young, 
later Mask-shaped or conical, with short parabloid or cylindrical ostiolar beaks ; the 
blackish-brown wall is beset with long conidiophores and setae (Fig. 211 l). The 
perithccia measure from 300 to 600/1 in height, from 450 to 800 /x in long diameter, 
and from 350 to 700 ft in short diameter. The fasciculatc-clavatc or cylindrical, hyaline 
asci are often slightly curved, rounded at the apex, slightly stalked, and measure from 250 
to 400 by 35 to 40 fx \ they contain 2 to 8 (mostly 8) pale-yellowish or yellowish-brown, 
ellipsoid or oval ascospores furnished with 3 to 6 (mostly 5) transverse septa, sometimes 
with 1 to 4 vertical septa ; the spores measure from 50 to 75 by 17 5 to 30 (Fig. 211 J, K ) 


'Fhc disease is seed-borne, and the most important source of infection is t e 
resting mycelium on the grain (Fig. 115 fm). The fungus is not believe to 
be capable of over-wintering in the soil, and it appears to be a weak competitor 
with the normal micro-organisms of the soil <IS) . 'Fhc conidia carried over on t c 
grain have proved to be viable for at least 6 months, but they are relatively scarce 
and are probably of little importance in starting fresh infections u) . T h e P r,mar > 
stage of infection is therefore believed to start when the resting mycelium becomes 
active at the germination of the seed. Penetration takes place at the outer sur ac^ 
of the colcoptilc (Figs. 116, 117, 118, 119), and as the history of these car \^in 
fcctions appears to follow the same sequence of events as that outlined in the pa 
sitism of //. gramme urn - 0) , the reader is referred to the account of t c stri 

disease of barley caused by that organism (p. 431). Infection progresses rom 
to leaf in the same way, but in this disease comes to a halt at the fourth ca , & 
henceforth leaf stripe of oats is unlike that of barley, for in the latter the un £^ 
concerned continues unabated on its career until all the leaves and the ear 
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reached and infected. Oat stripe disease, unlike the stripe disease of barley, in¬ 
cludes a secondary phase which, as already mentioned, follows upon the primary 
after an interval of some 4 to 6 weeks during which the upper leaves expand and 
remain healthy. These secondary infections are definitely known to be due to 
conidia carried by wind from the primary lesions (Fig. 120) and occur on the leaves 
of healthy plants as well as those of plants already infected. Penetrations may be 
direct or stomatal, and infections soon appear as dull brown spots each with a 
yellow margin fading into the normal green colour of the leaf; a purplish line- 
replacing the yellow indicates that the infection has been early checked, a 
phenomenon that would arise probably if the host attacked was more or less 
resistant, or as a result of reaction against a different strain of the parasite <2 \ 

The freedom from disease enjoyed by infected plants from the termination of 
the primary until the onset of the secondary attacks is greatly favoured by a dry 
environment, such a condition being entirely detrimental to the germination of 
the conidia and infection of the leaves. With the additional growth attained during 
the interval, however, the foliage throughout the crop is rendered much more 
compact, and there is thus established a microclimate of higher humiditv than 
before, which is conducive to the success of secondary infections ; plants kept 
dry in exposed situations in the field or in comparative isolation show but little 
signs of infection beyond the primary seedling phase ‘* l . 

The influence of the temperature factor on the incidence of this disease cannot 
be considered apart from that of soil moisture, for despite the fact that low tempera¬ 
tures are favourable to the fungus in wet soil, the disease is also aggravated under 
higher temperatures, but only under conditions of relative drought, and in these 
circumstances soil moisture behaves as a limiting factor. The primary phase of 
this disease is of much greater importance in the colder and wetter parts of Britain 
than in the warmer and drier areas, a fact which indicates the importance of soil 
temperatures in the initial stages of the disease ,m . 

The secondary phase of the disease, in Britain, is at its height in late 
July and August, and culminates in the infection of the grain at the ‘ green- 
car ’ stage. The wind-borne conidia may be found clinging to the short hairs 
on the pales, from which points of attachment they proceed to form a resting 
mycelium. It is true that the conidia may remain viable on grain stored from 
harvest to sowing-time, but it is the resting mycelium and not the over¬ 
wintered conidia that is mainly responsible for the primary infections when the 
grain is sown. 

As leaf stripe of oats is carried by the seed the methods of control arc on the 
same lines as those indicated for the stripe disease of barley. Seed disinfection 
with certain organic compounds of mercury has also proved highly effective in 
controlling this, as well as other diseases of the oat plant u - 7 - 10. >*. m> (Fig. 163) 
No variety of oats is yet known to be immune from leaf-stripe disease, and all 
varieties are more or less susceptible. It is reported that home-grown seed is 
unprofitable to use for more than two years in succession and a change of seed 
is recommended (21 . 

Another seed-borne disease of oats, attributed to a new species of Helmintho- 
sporium (named II. rictoriae ), has recently appeared in America. It attacks the 
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basal parts of the plants, producing necrosis of roots and stem ; the straw is 
rendered weak and there is excessive lodging <«>. 
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Grey Speck or Grey Leaf of Oats (non-parasitic) 

Grey speck or grey leaf commonly found to attack oats also affects wheat, 
barley, timothy, and other fodder grasses, adversely influencing the quality of 
the grain or hay as the case may be. It is not attributed to any plant pathogen, 
and is believed to be a deficiency ’ trouble due to the lack of manganese in the 
soil. Apparently it is not due so^nuch to the complete absence of this mineral, 
for such a condition would probably be of rare occurrence in any soil, as to some 
factor or factors which render the manganese unavailable to the plant. 


Grey speck is well known in Britain and has been reported from Holland, Norway, 
Sweden, Denmark, and Germany. Its first discovery in Britain appears to have been 
made in Scotland, about 1913 <**'; in 1931 it was reported in Wales on many varieties of 
oats, doing considerable damage in the early parts of the season <•>; it was recorded 
again in 1932 to be somewhat serious in certain parts of Yorkshire, to such an extent that 
oat crops failed almost completely ( »» ) . The trouble was noticed in Canada in 1924 " 
but its appearance in the United States is comparatively recent The disease has been 
closely studied in Australia, the first case, reported in 1922, described as ‘ white wilt o 
oats, coming from Dwarda in Western Australia ; six years later the trouble was discovere 
in South Australia < ” > , where it was popularly called ‘ roadside take-all \ but grey speck 
has no connection with the more serious fungal trouble ‘ take-all ’ or ' whiteheads ( see 
P- 377 ) which is also prevalent in certain parts of Australia and elsew here. In the lower, 
south-eastern districts of Australia in 1932 barley was also found to suffer from a disease 
similar to grey speck of oats, but not nearly to the same extent as oats ,2 ’ ) . 
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The earliest investigation of grey speck disease seems to have been made in 
Holland, where the trouble known as Dutch oat disease was attributed to the use 
of certain artificial manures (,6 ‘. In general, affected oats in the field are quite 
normal in the early stages of growth, but later the plants turn a pale-yellowish 
colour and soon develop small spots of a greenish-grey hue scattered over the 
leaves but with a tendency sometimes to collect towards the margins, thus giving 
a somewhat striped effect (Fig. 212). The weakened leaves soon droop and develop 
a crack at the fold, but while the tips of the blades may remain green and unspotted, 
the middle parts of the laminae are usually spotted all over. Further extensive 
work on the disease in South Australia U5, * 6 ', giving details of the early symptoms 
in the field, states that during young stages of growth affected crops can usually 
be recognised from a distance by their lighter green colour than that of the normal 
crop, with an admixture of brown due to the death of the older leaves, the actual 
effect being a weakening of the plants rather than that of killing them outright. 
In Wales <H> the trouble was found to break out in comparatively small areas during 
the growing season, affected plants, stunted and yellowish, forming conspicuous 
bleached patches in the young crop. In this area the first symptoms appeared 
when the seedlings were from 4 to 8 inches high, and occurred, not on the first 
seedling leaf, which remained green, but on the succeeding leaves, which developed 
a yellow-green colour. In Western Australia it was noticed that the first leaf to 
become spotted was the third, followed by the second and the fourth, and then the 
first and the fifth, and after that in the order of their appearance ,b ‘. Affected 



Fu;. 212.—Grey leaf, or grey speck of oats. A, on a young plant. H, on older leaves 

(photos by McKay) 
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spots have a light-pinkish tinge at first but soon turn grey at the centre, at the same 
time developing a purplish margin, but the latter is not always present; the spots 
may sometimes join together to form long streaks in between the veins, or may 
extend from margin to margin right across the middle part of the lamina in the 
form of a greyish-coloured band, while the parts at the top and base of the leaf 
remain green, but the whole leaf eventually turns grey and dies (6 - 37) . 

Grey speck of oats has long been known to occur chiefly on certain types of 
alkaline soils <2S ' and the application of a corrective, in the form of manganese 
sulphate, to the soil was first made in 1914, and carefully controlled water-culture 
experiments from which the minutest traces of manganese had been removed 
have shown that in the absence of this mineral the experimental plants repeated 
in every detail the characteristic symptoms of grey speck in the field (25> 26) . 

1 he absence of visible symptoms of the trouble during the early stages of 
growth is presumably due to a certain amount of manganese stored in the seed, 
this being sufficient to provide for the healthy appearance, at least, of the first 
one or two leaves of the seedling. But when this store is exhausted the future 
well-being of the plant will depend on the availability of manganese compounds 
in the soil. It is noteworthy that oats, m comparison with other cereals and with 
many other plants, demands a fairly high proportion of manganese. Thus, the 
comparative demands for manganese as shown by the relative dry weights of a 
number of plants, at the end of a series of water-culture experiments in which 
manganese sulphate was supplied at the rate of one part per million, were, for oats 
185, wheat 150, barley 101, rye 86, broad beans 87, and peas 46 grams. In a 
solution of one part in ten million no grey speck symptoms appeared, and to satisfy 
the needs of an average oat plant it is calculated that about one part of manganese 
in from one to five million parts of solution is the optimum for growth in water 
cultures, one or two changes being made during growth until the plants reach 
fruition U6) . 

Several theories have been advanced to explain the conditions under which 
manganese in the soil is rendered unavailable to the plant and to account for the 
characteristic symptoms of grey speck disease. While some assert that the trouble 
is due to a disproportionate quantity of lime in the soil as compared with other 
minerals, thus upsetting the balance of the mineral content and resulting in an 
abnormal absorption of certain salts (2 - ,g * 20> , others maintain that an excess o 

calcium ions does not necessarily render the manganese unavailable if the latter 
is present in the soluble and highly ionised form of sulphate <2S> 2b) - Another mc" 
of the problem is based on the capacity of the roots to absorb the mineral, in re a- 
tion to the activity of certain bacterial organisms in the soil (n> ,2> - In a 
deficient in manganese it is stated that the roots of the oat plant develop b a > • 
soon becoming decayed at the root tips, and under such conditions arc rendere 
highly susceptible to bacterial infection. It would thus appear that a relations ip 
exists between the resistance of the host and the manganese content of the soi • 
Moreover, a poorly developed rooting system, with a number of decaying ro 
and early destruction of root hairs, is one of the most striking features of serious 
manganese deficiency. It is interesting to note that on a piece of ground " cre 
fire had been made (as by burning a pile of bracken) oat plants grown on the >urn 
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area grew perfectly healthy even though the surrounding crop was badly diseased. 
But the good effects of the burning did not last long, the probable explanation 
being that the temporary benefit was due to the killing of the harmful bacteria 
in the burnt patch; the effect was not permanent, because the organisms from the 
surrounding soil would in a short time repopulate the area and the good effects 
would pass off. Whether such sterilisation of the soil reduced the amount of 
disease by destroying the bacteria, or whether it had an indirect effect in releasing 
more manganese from the soil, is not clear, for the application of a germicide, such 
as formalin, to the soil in some cases <»• 26 ’ did not check the trouble, whereas in 
other cases (,2) satisfactory results with this germicide were obtained provided 
its vaporising properties were not dissipated too soon 32 ’. 

In a series of water cultures, 3 weeks old, lacking in manganese, it was estimated 
that a mean population of 217,000 bacteria were found in the root tips; this 
number was reduced to 44,500 when manganese was added ; in 9 weeks the bac¬ 
terial number in the former case had increased to 1,351,000, and in the latter to 
316,000. Harmful bacteria, by attacking an already weakened root system and 
by feeding on the decomposable material of the root tips, are enabled the more 
easily to convert nitrates to nitrites. Such conditions are favourable to an abundant 
synthesis of proteins in the root tips, and there follows an increased production 
of ammonia by micro-organisms. Actually, in a number of tests the ammonium 
content of a plant diseased through grey speck was found to be two or three times 
that of a normal plant. This increment is thought to be due not only to the 
ammonia produced as a result of bacterial activity in the diseased root tips, but 
partly also to the breaking down of elaborated contents in consequence of extreme 
carbohydrate hunger following upon enfeebled photosynthetic activity ( "- m . 
It is, indeed, asserted that the primary cause of the whole trouble of grey speck 
lies in the shortage of sugar in the leaves, the effect being an immediate lowering 
of the resistance of the plant The action of the mineral, moreover, is stated 
to be that of a stimulant or a catalyst having an indirect effect on the photosynthetic 
activities of the plant (IJ * M - ,s \ 

It is well known that the quantity of oxidases in the roots is increased in the 
presence of manganese, the effect being most evident in the early stages of growth '*'. 
Unaware of the possible role of soil organisms in relation to grey speck disease, 
some observers found that the incidence of the trouble generally coincided with 
the presence of the nitrite ion in the roots, and perhaps also in the leaves, the 
application of manganese, by increasing the quantity of oxidases in the roots, having 
the effect of decreasing the nitrite content <9) . 

The presence of ammonia in the plant, by affecting the reaction of the cell 
sap, is believed to account for the symptoms of grey speck in the leaves. Appar¬ 
ently the transference of alkaline products by the sap causes a necrosis of the cells 
between the veins, extending at first nearly to the top and to the base of the leaf, 
and finally ending in the death of the leaf <"• m . 

While there is general agreement that grey speck is aggravated on alkaline 
soils, frequently with high organic content, not all such soils produce the full 
symptoms of the disease. The amount of exchangeable or soluble manganese 
(‘ manganese value ’) in the soil is regulated by the reaction of the soil ; this 
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‘ value ’ is not only influenced by the conditions of oxidation and reduction but 
increases as the />H of the soil decreases <3,) . The application of acid fertilisers 
is a well-known treatment in the control of manganese deficiency, but it is by no 
means clear how soil reaction influences the availability of manganese compounds. 
It is suggested that the beneficial action of acid fertilisers may not be due so much 
to a change of the />H value as to the fact that, at the lower values of soil reaction, 
insoluble manganese compounds such as manganic oxides are reduced to soluble 
forms by the interaction of certain micro-organisms (30) . It is further stated that 
the precipitation of insoluble manganic substances in the soil is brought about by 
specific micro-organisms, between pW limits of 6-5 and 7-8, and these limits appear 
to coincide with values obtained in the field where grey speck is more frequent 
It is clear that grey speck disease of oats is not to be attributed to manganese 
deficiency alone, and that it must be considered in relation to the activities of 
certain bacteria in the soil. Some bacteria appear to have the property of pre¬ 
cipitating manganese, thus rendering the mineral unavailable to the plant roots, 
and the debilitated roots, in turn, are probably attacked by another set of harmful 
bacteria. Experiments with Cultures have established that with a minimum 
manganese content of from 5 to 35 parts per million, the plants remain healthy 
provided the roots are kept sterile, but when a sterile culture is infected with a 
few diseased root tips or with a mixed culture of bacteria isolated from them, the 
symptoms of grey speck soon appear <• 1 \ Furthermore, in mixed bacterial cultures, 
containing manganese sulphate, some of the bacterial colonics were found to con¬ 
tain manganic oxides presumably precipitated by the appropriate organisms, but 
as soon as the reaction of the medium became more acid these substances were 
dissolved, possibly by the metabolic products of other organisms in the mixed 


cultures. 

Good control of grey speck on oats in Wales was obtained with a dressing of 
3 3 oz. of manganese sulphate in 2 gallons of water, applied with a watering-can 
3 days before sowing, and the operation repeated 10 days after sowing ; in respect 
of the total weight of the harvest, an improvement of 50 per cent, was obtained in 
the weight of both straw and grain <8) . Again, in heavy fallow soils, potassium 
nitrate or manganese sulphate at the rate of 100 to 200 kg. is also recommended 21 • 
In a series of trials in Yorkshire, however, a similar treatment gave very dis¬ 
appointing results. While the sulphate did confer some improvement, the bene¬ 
ficial effects were not sustained, and it did not produce a cure, the explanation 
being that here, again, manganese-precipitating bacteria were in evidence, rendering 
the soluble sulphate unavailable to the plant (33) . In view of the findings in Wales 
that there are varying degrees of susceptibility to grey speck among certain o 
varieties, it is suggested that the disconcerting results with the mineral treat me 
in the Yorkshire soils may be connected with the choice of more or less suscepti) 
varieties of the host plant. In Ontario, again, in some years no benefit was oun^ 
to follow upon the application of manganese sulphate to heavy soils, cither "• 
or without sulphur, though in some seasons this treatment appeared to give some 
measure of control <36 \ Others state that none of the various soil treatments g |%es 
any permanent control against manganese deficiency 135 '• .. . 

But little appears to be known as to the value and practicability of the so-ca c 


CH. X 


CEREALS 


425 


‘ injection * methods for the mitigation of mineral deficiency diseases in relation 
to those affecting cereals. It is pointed out U4) that the function of most, if not 
all, of the elements are quite specific in their effects, and that one element cannot 
replace another. This has also been discovered in the case of grey speck, and none 
of the rare elements nor any combination of zinc, copper, boron, or aluminium 
was able to replace manganese <26 ’. 

Trials in Wales 18) showed Scotch Potato oats to be resistant to grey speck, 
and the varieties Radnorshire Sprig and Ceirch du bach highly resistant ; moder¬ 
ately susceptible varieties were Victory, Record, Black Tartar, and Golden Rain II, 
while the variety Orion was very susceptible. In a series of trials in Yorkshire 
in 1932, the variety Golden Rain showed marked susceptibility, and Record, Mar¬ 
vellous, and Supreme some measure of resistance to grey speck disease In 
Dublin in 1942 the varieties Potato (Ardee) and Arena strigosa proved to be 
virtually immune, while Glasncvin Success 10, Victor II, Ardri, Sonas Potato 7, 
and Star sustained moderate damage ,iS *. 
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Loose Smut of Barley, Vstilago nuda (Jens.) Rostr. 


Loose smut is an important disease of barley in the United States and Canada 
(7. o. 10. is> > but is not common in Britain, where losses from it are not so great as 
from the covered smut (U. hordei) described below. It resembles the loose 
smut of wheat (U. tritici) in all important respects. 

In the field, barley plants affected with loose smut may be distinguished from 
those with covered smut by the earlier extrusion of the smutted heads, which, 
moreover, are carried up higher out of the leaf-sheath than the heads of healthy 
plants (Fig. 213). Heads affected with covered smut not only appear several days 
after those of loose smut but they are behind the healthy heads as well, in compari¬ 
son with which they are also shorter (,0) . 

1 he spore masses of Ustilago nuda , the fungus of loose smut, are not retained 
within the silvery membranes of the grain as are those of covered smut, but are 
set free at maturity as soon as the covering is broken, and after dispersal by wind 
nothing remains of the ear but the bare stalk. 



Fig. 213.—Loose smut of barley ( Ustihigo 
nuda) on the two plants on left. Covered 
smut of barley (Ustilagohordei) on the 
two plants on right (photos by Dillon 
Weston) 


Early symptoms of loose smut, before 
the spikes appear, may sometimes be de¬ 
tected by a discoloration of the leaves, 
which is yellowish-green to yellow on winter 
barley, but ochre to brownish on summer 
barley ; and the awns arc poorly developed 
if not entirely destroyed (6) . 

The spores of V. nuda are olive-brown, paler 
on one side than the other, finely echinulatc, and 
almost spherical, measuring from 5 to 9^ > n 
diameter. At the time of pollination they are 
blown to healthy barley flowers and germinate 
on the stigmas to produce four-celled basidia, 
which, however, do not form sporidia (Fig. 
214 b). Infection of the ovary follows on the 
same lines as described for U. tritici °* 

(p. 368). There arc numerous races of V. nuda ; 
as already mentioned (p. 368), it has been sug¬ 
gested that morphological differences between 
U. tritici and U. nuda arc not sufficient to justify 
their separation into distinct species and that 
they should be considered merely as specialised 
varieties of a morphologic species, priority being 
given to V. tritici a - ,7 - ,0 '. This species, like 
U. tritici, possesses haploid strains of different 
sex which exhibit cultural differences; after 
pairing of compatible strains a dikaryotit 
mycelium becomes established which in some 
cases has been seen to differ in certain fcatur ^ s 
from those presented by either of thchaplonts' 1 . 
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The optimum temperature for the 
germination of the spores is between 
20 0 and 22 0 C. (,J) . As for wheat smut, 
the amount of infection produced by 
loose smut of barley becomes greatly 
reduced during periods of low atmo¬ 
spheric humidities at flowering time. 

But a low rather than a moderate de¬ 
gree of soil-moisture encourages the 
development of this disease within the 
plantInfection does not appear 
to be greatly influenced by any differ¬ 
ences in the composition of the soil, 
and though more smutted barley may 
be found sometimes on acid than on basic soils, this does not occur in all cases 

Seed barley suspected of disease should have the same hot-water treatment as pre¬ 
scribed for loose smut of wheat (p. 371). But as barley is more sensitive to heat than the 
other cereals, the temperature of the water should not exceed 126 F., the grain being 
allowed to steep for 15 minutes, after which it is taken out to dry and sown as soon 
as possible. 




Fig. 214 .—Vstilago hutdei. A, germination of the 
spores, forming promvcelia and sporidia ( * 230). 
H, t 'si Hugo mi da, showing spore germination with¬ 
out formation of sporidia ( » 230) (after Brefeld) 


Covered Smut of Barley, i'stilago hordei (Pers.) I.agerh. 

As above stated, covered smut of barley is more important in Britain than the 
loose smut. In the United States the average loss through this disease is estimated 
at 2] million bushels of barley annually and in some years has exceeded twice this 
amount 

Covered smut does not become evident in the field until the ear is formed, and 
affected cars may emerge about the same time as healthy ears but remain shorter, 
and are usually retained within the sheath for a longer time before appearing, 01- 
may sometimes fail to emerge at all (Fig. 213). Unlike the loose smut of the same 
host, the black spore masses of this smut are held together more or less firmly by 
the persistent membranes of the grain and the basal parts of the glumes ; the awns 
also remain intact, though they may sometimes be found partly withered. The 
spore masses are said to be held together by a deposit of fat, a feature which renders 
the smutted grain difficult to treat for control by seed immersion, until the fat is 
removed Uo \ 

Covered smut of barley is caused by L'stilago hordei, of which several physiologic 
races exist ,26) . Apparently only a few of these races have a wide geographical distri¬ 
bution <«• *>. Some varieties of barley are resistant to some of these races, thus, Uor- 
dciwi deficiens and II. intermedium and a strain of the variety Pannier were found to 
be highly resistant to, or immune from, numerous races of the pathogen <2b *. 

The spores arc round to ellipsoid, 6 to 9, or sometimes up to 11 in diameter - they 
are brown (black in the mass), lighter on one side than the other, and quite smooth They 
differ in their mode of germination from the spores of U. nuda, by the septated basidium 
Riving rise to sporidia which develop near the septa (Fig. 214 a). The sporidia arc 
uninucleate and. by budding, fern, fresh spores which deveioptn extensively branched 
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mycelium ; intcrsporiclial anastomoses have also been observed, the nucleus passing 
from one sporidium to the other , ' 2 ’. Such fusions, as well as mycelial anastomoses, are, 
no doubt, devices to secure a dikaryotic mycelium prior to infection. Growth temperatures 
of U. hordei were determined in Germany to be 5 to 6° C. minimum, 20° C. optimum, 
and 34 to 35 C. maximum ; differences of light intensity had no influence on the 
development of the fungus 

Owing to the strong retention of the spores within the diseased grains, it is 
improbable that many spores manage to work loose and so become scattered by 
wind or other agency as in the case of loose smut, and accordingly blossom infection 
is not believed to take place here. For removal from the heads, the smut-masses 
must await the harvest, when smutted and healthy grain are gathered together. 
During threshing, as in bunt of wheat, the smutted grains are broken up, and so 
the healthy grain becomes contaminated by contact with the spores set free ; 
loosened spores and broken smut grains left in sacks or thresher also serve to taint 
fresh stocks of hitherto clean barley. 

The disease starts anew with the sowing of contaminated grain. Infection is 
systemic and follows on the same lines as those already described for oat smut or 
bunt of wheat (20) . The degree of infection of the germinating seedling is dependent 
on the depth of sowing, and on the amount of moisture in the soil. Since the 
seedling is attacked before emergence, a deeper rather than a shallow planting 
lengthens the period of susceptibility ; a case is recorded where the proportion of 
disease was 2*1 to 44 5, and another of 27 to 115 times as much, when barley was 
planted shallow, at \ inch depth, and deep, at 3 inches, respectively <27) . As soon 
as the seed begins to germinate, first pushing out the colcorhiza and root, and then 
the colcoptilc, infection is only possible for a comparatively brief period during 
which the coleoptile must remain unsplit, for once it has developed so far as to 
allow the first green leaf to protrude, the chances of penetration are practically 
over. Accordingly, the longer the coleoptile remains in the soil, by deeper 
planting, the longer is leaf emergence deferred, and so the period of infectivity is 
correspondingly increased. Here apparently lies a practical means for reducing 
the risk of infection, for with the control of the soil water-level by irrigation, 
germination of the seed by shallow planting in a wet soil enables the plant by virtue 
of rapid growth to 4 escape ’ infection, and after the susceptible period is safely 
passed, a return to drier conditions offers no further risk to infection. (In Egypt, 
the 4 mud-sowing ’ method is so effective against another disease, the 4 flag smut 
of wheat (it does not occur in Britain), that it is reckoned to be a much better metho 
of checking that disease than any method of seed treatment by disinfectants •) 
The usual treatment for the control of covered smut of barley is the same as t iat 
recommended for the control of bunt of wheat or smut of oats ; but if loose smut 
is also present in the crop the hot water treatment may be necessary as wel . n 
Virginia, steeping the grain in 1 in 320 formaldehyde or 0 25 per cent, germisan 
or tillantin gave good control (,2> . 

A type of barley smut showing symptoms somewhat intermediate in character ^ ct " e f ** 
the loose and covered kinds is fairly well distributed in the United States, and is cause 
Usti/ago nigra «'• «• 24 - So far, it has not been recognised in Britain. I ou 8^ ^ 
symptoms shown by the emergent ears resemble mostly those of loose smut, }t 



CH. X 


CEREALS 429 

variations may be found in the ears affected by U. nigra, from stages where the protective 
membrane is more or less intact, as in the covered smut, to others where it is loose or 
practically absent, as in the typical loose smut. Infected ears containing the spores of 
U. nigra appear later than those affected with loose smut and last longer, and like the 
latter the spores, can be carried to the flowers The outstanding differences are in the 
colour, which is a deep chocolate-brown, and size of the spores; the spore dimensions 
are 6 5 to 7 p in diameter, as against 5 5 to for U. nuda. Like those of U. hordei the 
septated basidia of U. nigra produce sporidia, and can also cause seedling infection when 
its spores are placed in contact with the grain. Experiments at Wisconsin showed 
that infection by U. nigra was not favoured in wet soils, especially at extremes of tempera- 
turcs of 5 and 36 C.; a dry soil produced infection at 5*, but between these extremes 
differences in soil moisture from 30 to 55 per cent, saturation did not appear to affect the 
incidence of disease. It is noteworthy that from an examination of smuts collected near 
Geneva, New York, and from other parts of the United States and Canada, in addition 
to the typical smut fungi of barley. l\ nuda and U. hordei, five intermediate types were 
found which showed characters common to both these fungi ; amongst them were what 
appeared to be V. nigra and another species / medians "•*, but it is not clear whether 
one or both of these forms should be considered as hybrids of the typical smuts or 
separate species «*“. * 1 

In Virginia covered smut ({'. hordei) and black loose smut (U. nigra) were con 
trolled by treating the seed with cercsan applied at rate of .} oz. per bushel of seed. 
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Brown Rust of Barley, Puccinia anomala Rostr. 

Barley, like wheat, is attacked by stem rust ( P . graminis) and yellow rust 
(P. g/umarum ), but has its own brown rust (also called leaf, or dwarf, rust) caused by 
Puccinia anomala (= P. simplex), which also attacks a few grasses related to barley (9 ’. 
Barley is subject to this rust throughout its entire growing period but is attacked 
chiefly towards the heading stage. 


1 he uredosori (Fig. 215 a ) are small, lemon-yellow in colour, and irregularly scattered 
on both surfaces of the leaves. Uredospores are round or ellipsoid, yellow, 19 to 22 p in 
diameter when round, or 22 to 27 by 15 to 20 /x when elongated ; the wall is rather thick, 
spiny, and is furnished with numerous germ-pores. 

The tcleutosori (Fig. 215 b) are scattered as small black crusts on the leaves but are 
somewhat more elongated on the sheaths and stem. The sori are often confluent and 
remain covered by the epidermis for a long time. The tcleutospores are oblong-clavatc 
or pear-shaped, the apex rounded, flattened, or drawn to one side ; the spore wall is 
thick and usually broader near the apex than lower down. Unicellular (mesosporcs) and 
typical biccllular spores may occur in the same sorus. The spores are chestnut brown in 



FlG. 215.—Brown rust of barley ( Puccinia 
anomala). A, portion of uredosorus. B. of 
telcutosorus ; note the tall paraphyses, the 
one-celled mcsoporcs, and the epidermis 
intact ( x 5*o) (after Butler, Fungi and Dis¬ 
ease in Plants ) 


colour, smooth-walled, 25 to 54 by 15 to 
24 y. in diameter, the single-celled spores 
being the smallest ; the stalk is short and 
brownish. The sorus is divided into com¬ 
partments by clusters of brown paraphyses 
which spread out and become flattened 
under the epidermis. These and the single- 
celled mesospores enable the species to be 
readily identified. 

Brown rust of barley is hetcroccious. 
The accidial stage has been discovered on 
Ornithogalum umbclhtum <>• -■ '• •» (‘ Star of 
Bethlehem ’), but not in Britain. On leaves 
of O. pyrenaicum, however, spermagonia 
and aecidia of a rust were found in Wiltshire, 
and inoculations on barley seedlings pro* 
duced uredosori in 9 days *'• ' 'I h,s 
host may therefore initiate local outbreaks 
of brown rust and provide for hybridisation 
between known races of the barley rust 
and for the production of new ones (,a> - 
The aecidia are round, yellow, about 200,1 
in diameter, and furnished with a pcridium ; 
spermagonia arc found on the leaf at 
points opposite to the aecidia ; aecidiospores 
arc sub-globose, 25 to 30 by 23 to 29 p, 
with a finely warted surface. 

At least 30 physiologic races of 
P. anomala are known. Some of these 
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races, e.g. race ‘ 12 \ are said to attack all the differential hosts, while others, e.g. 
race 17 \ are reported to be only feebly pathogenic, and other races, again, are 
more or less localised in their distribution iz - *■ lo >. 

In England and Portugal the rust is capable of surviving the winter in the 
form of uredospores, and the recent discovery of a new alternate host in April in 
southern England is also significant 1 a '. The uredospores are unable to withstand 
high summer temperatures, though different physiologic races of the rust probably 
behave differently in this respect. In general, the most suitable conditions for the 
germination of the uredospores are a relatively high atmospheric humidity, of 
72 5 to 100 per cent. (i \ and a temperature of 16 C. Infection by uredospores 
is stomatal and is preceded by the formation of appressoria over or close to the 
stomata! apertures; haustoria are developed by the mycelium (Figs. 103, 104). 
In certain parts of Portugal, during the hot months, no barley leaves or tiller shoots 
can withstand the long drought, but at higher altitudes numerous plants are often 
found to carry uredo pustules. The rust is also capable of passing through the 
summer successfully in localised cool, sheltered places on edges of woodlands, and 
at sea-level near brooks and creeks in shady places. From such localities the uredo¬ 
spores are probably carried by wind to the plains in central Portugal where most 
of the winter cereals in that country are cultivated '*•. 

lests carried out in Germany in 1937 showed that most varieties of barlev 
were susceptible to this rust <">. In Australia, however, numerous varieties of 
llordeum vu/gare proved to Ik- highly resistant though unsuitable to local conditions 
in New South Wales <IJ - '*•. 
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Leaf Stripe of Barley, Pyrenophora graminea I to & Kuribay 
(= Ihlminthosporium gramineum Rabenh.) 

‘ Le *f s,ri P c ' is an important and widely distributed disease of barley It 
occurs almost exclusively on wild and cultivated barlev. but has recently been 

susceptible"'m* ° n Whc * t a " d ° a ‘ S and - in Soulh Afr '“. maize appears to be 

With diSeaSe iS Carr ' ed S r J the sced - 0n > ou "g in .he field it begins 

'h ,h f e a PP earan cc of pallid spots which, at first, are very difficult to detect as 
the spots are more or less concealed by the leaf sheaths. The symptoms are more 
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evident as the plants approach 
maturity, and when once a 
leaf is attacked, usually all the 
succeeding leaves, in turn, 
become affected, and exten¬ 
sive damage is done to both 
leaf sheath and blade (Fig. 
216). Tillers which arise from 
a diseased shoot may escape 
infection altogetheror be killed 
almost at their inception in 
the axil of the diseased leaves 
from which they contract in¬ 
fection, or they may persist in 
a more or less diseased condi¬ 
tion. With continued growth, 
the symptoms on the older 
leaves take the form of long, 
yellow stripes, one to seven in 
number on each leaf. These 
stripes soon extend to form 
long, parallel streaks which 
may be continuous or inter¬ 
mittent, from leaf tip to base 
(Figs. 217 to 21 9 )- As dc ” 
vclopment proceeds the stripes 
turn brown, though in some 
localities they may retain the 
yellow colour, and the whole leaf gradually dries up. Old lesions usually have a 
brown margin with a straw-coloured centre along which the spore clusters of t it 
causal fungus appear as greyish-black spots. 

The effect on the plant is considerable. The leaves often split or shred, hang 
limply and wither early, and growth is checked so that the plant is often only a 
the normal size. The development of the cars is greatly influenced by the disease, 
and three types may be distinguished. In the first the ear may emerge entire 
from the sheath, the grains are present but are not filled, the awns an g um 
are limp and darker in colour than the normal ; in the second type t ic ear 
arrested in its development, the top internode of the axis ceasing to gr°" c ° , 
the ear is completely out of the sheath, the awns may emerge but arc twis e 
bent, and even when formed the grain does not mature properly, but remains 
and soft ; the third type is the most common, and in this there is complete a 
of visible ears, which do not emerge from the sheath at all «’• 37 ’• „*minea 

Leaf stripe of barley is caused by an Ascomycetc, Pyrenophora g 
(previously believed to be Pleospora graminea (4 - s - 38 ')> lhe perithecia o^ ^ 
discovered in 1930, are rare and, so far, have not been found m Britain - ^ 

parasite was first described in 1856, in Germany, and is more familiar 



FlO. a 16.—Leaf stripe of barley. Pyrenophora graminea 
(Helminthosporium gramineum). On leaves and seed¬ 
lings of barley (photos by Dillon Weston) 
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z y *, h «' h •"< «>..., P .„ of 

rcK.on of stem and ear enclosed in the leaf sheaths • the nodes"are in i'™ mT? tHc 

L Va , r r CCC, T K an eX,enml ^cation of hvphae from the rc^on v « i. ^ U * ht * hadi "K- 
?" K before the mycelium in the stem, as at R has worked it* u * V / * hc ,nncrm °st leaf. 

C Car 1 n0dV ' *' in,Crnodc * Wlth mycelium (after Smith. *° dama « p 


.v/>or///m gramineum , the conidial stage The f„n«n,c r 

pycnidia, but the latter are no, common on barley in the fi“ld Z|e 

the functions of the pycnidia, hut they are reported t , h ' • kn0Wn of 

described in the related species //. which causes • ne,blotd,*" d '° ? 0ie 
same host (p. 441) <js> Th<* natural t e .. net b,otch disease of the 

on the infected grain (this mycelium is an impomni wZe' 
of he organism) consists of thick-,vailed, sepia,ed hvphae of “ VC . r " V,nter,n g 
yellow to brownish in colour and very variable in ceH / barreUsh ?P ed «*U., 
are so closely interwoven as to resemble mycelial clumps wMrhT 1 hyphae 
thickening of the cell walls, become highly resistant and f, h lat "’ by fur,her 
on the surface of the grain after harvest ; the same kind of 3m >' CC,ium 
in cu ture when the medium is drying up. These ^ Unt n ^ " 1 may be Seen 

of sclcrotia, and they are but a stage removed fro du "« ps °f ,he na, U rc 
form pear-shaped bodies on the surface of and w 3 sclerotia which 

gram ««. *» ; sclerotia have also been produce] In p ur !Tu ,he 

Plum-agar medium <•<■>. P ,n purc culture, at pH 5 -8, on a 
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The conidia (Fig. 217 c) are developed on light-brown conidiophores which are found 
in great profusion on lesions on the foliage and glumes ; the conidiophores arise in clusters 
of two to six, fascicles of three to five being common (the conidiophores of H. teres, and 
H. sativum, described in the succeeding sections rarely number more than three in a 
fascicle). The conidia are sub-hyaline when newly formed, turning yellow-brown at 
maturity, but never become dark-olivaceous like those of H. sativum. In shape they are 
sub-cylindrical, straight or slightly curved, widest at the base and tapering bluntly towards 
the apex, thin-walled, and septated from 1 to 7 cells which do not show constrictions at 
the septa, as do the conidia of H. teres ,6> . The conidia measure from 50 to 125 by 14 to 
22 5 /x, but there are wide differences in dimensions and number of septa shown by 
conidia from different races of this species ; on an average they are 3- or 4-septate 
Germ-tubes may emerge from any or all of the cells of a conidium, and fusion of germ- 
tubes or of hyphal cells is frequent '*• ,0> ; this phenomenon of fusion may possibly 
account, at least in part, for the production, by hybridisation or mutation, of the very 


numerous physiologic races of this organism. 

Perithecia are rarely found in nature ; they were observed in 1922, in California, on 
two-year-old straw of barley, and have also been produced from sclerotia in culture <2 ", 
and on the glumes of germinated grains of barley u,> . The perithecia arc sub-epidermal 
at first, later erumpent, globose when young, subsequently flask-shaped or conical with 
the formation of a short, cylindrical, ostiolar beak ; the wall is blackish-brown, thick, and 
often beset with long setae intermixed with defunct conidiophores ; perithecia vary from 
350 to 380/x in height, and from 450 to 800 n in widest diameter ; the fasciculate, long- 
clavatc, hyaline asci measure from 225 to 425 by 32 to 50 /x, and contain to 8 (mostly 
4 or 8) yellowish-brown, ellipsoid ascospores which arc furnished with one or two vertical 
septa in the median cells ; they arc markedly contracted at the septa ; ascospores measure 
from 45 to 75 by 20 to 35 /x Black, sclcrotial bodies resembling perithecia have been 
reported to occur on barley stubble in the autumn and observed to produce perithecia 
with viable ascospores in the spring <,, ' I but others have not found the sclerotia to develop 
any further ,0> . The ascospores are reported not to play any part in the transmission 
of the disease <»*• ,B \ which appears to take place solely by the planting of infected grain. 
Secondary infections by means of conidia, carried by wind or otherwise, to the foliage an 
to the head at flowering time or later, arc not believed to play any important partem t >c 
spread of the disease in the field, but upon this point further information is desirable. 


The fungus is carried on the outside of, and within the grain, and infection 
takes place when the seed germinates. The mycelium, which is usually f° un ^ 
between the pericarp and the coat of the seed, can remain viable for two years or 
more, and under moist conditions in the soil may produce conidia an res 
hyphae. Penetrations take place through the eoleoptile, or the coleorhiza, or » 
root itself. The path which the fungus takes within the growing seedling has cc 
described as being systemic ,6 - as in the smuts, but latcr^an mo 

detailed studies 01. w. j«> describe an entirely different route (Figs. 217, 21 / 
the method of infection of leaves and ear. Whether infection is systemic or ’ 
penetrations take place chiefly through the eoleoptile. The more recent mtirp ^ 
tion of the mode of infection is that the fungus, having made a certain aI ^ OU . 
upward and downward growth within the eoleoptile, breaks through at 1 c J. . 
surface of this sheath to penetrate the first leaf, or more correctly, its s ® 
base which is in close contact with the inner face of the eoleoptile. ie ® 
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now in the sheathing base of the first leaf, travels across it and breaks through at 
the inner surface to penetrate and infect the second leaf in contact with it. This 

tuTlnd ,r ne, h rat K° n I ^ *“* t0 in " er leaf gocs on for a " > hc leaves in 
,, h ° U8 6 P' a r nt ,S graduaMy extend '"S i'self by growth, the young ear 
itself is also penetrated from the leaf next to it, in the same way. Infection may 

the°ea P r is slid Z ° f S,Cm ' During ,hese recessive penetrations 

,S . reU,ned m more Of less close contact with, its own protective 

3nd SU ." 0Unded b - v ,hc telescoping system of the older leaves or leaf 
fmmih I ^? the °* her - h foMow * ,ha '. as the first leaf (infected as it is 
preTence of th^f " P ^ dUr ' ng “* gro "' th from thc b*«e. it will show the 
somewhat n e ZT ° ne ° r T* The h,ter ' al this early stage are 

infection' W th ranS ' UCent ' and a " bribed as the ' pale-stripe ' phase of 
t bv he f,)I' f u emergence of the first leaf and fresh penetrations into 
' ■7, ,ht f , Ung .' b He COle ° plllc ’ ,he ‘fleeted parts become more and more 
from th Z g U , ,Z ‘ lnPeS ° C0rrcsp,,nding IO ,he nurn l’er of penetrations made 

brul ^veS , e - 8 f , A, ‘ ThUS ' by u P' vard B rou 'th. each leaf in turn will 
brush a vertical strip of epidermis against the exlema/ly applied mycelium and so 

penetration, followed by infection, proceeds across fro,n one leaf m The next 

he young car in its turn receives an • external application ’ of hyphae from the 

uppermost leaf and. after penetrating the glumes.',he hvphae refch ,h ir fina 

destmatum a, the surface of the ovary. Sometimes penetration may go deeper 

than the per,carp but hardly ever beyond the testa of the seed. It is significant 

that when the mature cars are examined the diseased areas on the glumes occur 

preusdy at those parts which were in contact with the diseased portions of the 

c rapping sheath, and not at any parts on the inner surface of the glumes close 

^ " Ctn * he ~ " ad -f-ion reached the "glumes 

Z P t ; a ime'lnTbV tCm,C “e " k noteworthy that this infection 
axes place at a time long before any mycelium in the interior of the stem mav 

have worked „s way up damage the ear. as in systemic infection in the smuts -? 

IsSilggp® 

tioned above, are no, reported m be of “ H ,nfcc,io " s '■ as ™en. 

although conidia may also be conveyed to bmhdi ' h ' S dlseasc ’ and 

harvesting and thresLg, ZZp'S to ^ 

source <«\ In resncct of th* MxJ™ • , cna,nl > ot infection from this 

fungus during infection, whether tTpicall^ syTtemic ’° Z Patl ', pur f ,ed b >’ lh <-' 
external application it is not improbable that both “T , above ' b >’ 

.he fact that //. grammeum connote" so man ces whTch d°ff ' am ' ° f 

their degrees of parasitism and pathoveniri.v <», d,ffer 50 eI «*ns.vely in 
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Little appears to be known about the possibility of seedling infection starting 
direct from the soil, but since the fungus is capable of forming very resistant 
mycelium on the glumes, as well as sclerotia, it is not improbable that these forms 
of the fungus may be found suitable for over-wintering in the soil in the same way 
as it is known to live for long periods on stored grain. 

In relation to the effects of the environment on the incidence of leaf-stripe 
disease, it was found that when temperatures of the air and soil were kept constant, 
several types of stripe reaction developed under the influence of different methods 
of inoculation, different isolates of the fungus, and different host varieties (l2 ' 29) . 
At low temperatures the proportion of diseased plants was perceptibly increased, 
and a dry condition of the soil — less than 20 per cent, saturation — during the 
period of emergence favoured the disease as compared with very wet soil. In 
general, the highest incidence of disease occurred at lower temperatures of 12 0 to 
16° C., but under these conditions the symptoms were later in appearing than at 
higher temperatures of 20° to 24 0 C. ; changes of temperature in the early stages 
of germination from low to high or from high to low, had the effect in the former 
instance of stimulating the appearance of the symptoms and in the latter of retarding 
it (28) . In Minnesota (,4) , early sown barley is usually more liable to infection than 
the late sown, and the critical period for infection appears to be incident during 
and immediately after germination, hence the comparative high resistance of 
barley in warm regions and the severity of the disease in cooler climates. 

As leaf stripe of barley is a seed-borne disease, the best method of control is 
by seed disinfection. The well-known hot-water treatment already mentioned in 
the control of smut disease has also given good results here, as have also formalin 
and organo-mercuric applications (7 - 8 - ,8 - 2S - 26 - 37 >. Winter-sown barley in Britain 
is especially liable to attack, and special care in the disinfection of the seed is 


essential (32) . 

Profound differences in pathogenicity between the numerous races of //. g ra ~ 
mineum render breeding of barley for resistance and immunity very difficult (l *■ 2 ’ 9 ‘ 1 ’ 
28.4°i. Extensive studies in the United States have shown that, in general, the 
varieties Svansota, Manchuria, Minsturdi, Peatland, and Velvet were the most 
susceptible, while Lion, Glabron, Wisconsin * 38 \ were moderately resistant, an^ 
Black Hull-less, Spartan, and Trebi were the most resistant of those tested ,2, l5,27 • 

Since the disease is practically confined to barley, the usual rotations may e 
practised, and the occurrence of the fungus on wheat and oats is exceptiona , 
in South Africa, in place of maize in the rotation, the planting of legumes is 


recommended (l * l7) 
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Foot Rot of Barley, Ophiobolus sativus Ito & Kuribay 
(■ // elminthosporium sativum) Pa mm., King & Bakke 

‘Foot rot ’ or * Helminthosporium disease ’ of barley also attacks wheat and 
rye, but oats and maize are reported to be immune from it < 6 - 201 except in isolated 
cases It is known to attack an unusually large number £ weed an 2 

pasture-grasses collected from different genera; some of these include species 
of Agropyron, Itromus, leUuca, Ilordeum, and Lolium, all of which are highly sus- 
ccptible and may quite possibly serve as carriers of infection in the field <2. 22. 211 
I h.s disease ,s of relatively little importance in Europe and there are but few 
records of its occurrence in Britain -20. »>. It is very widespread> howe jn , he 

western hemisphere and ,s a serious trouble of barley and wheat in the United 

States, Canada, the Argentine, and Mexico <*• <*• u> j n Australia i 1 

in New South Wales, it is the most destructive of all di^Tat ca^ S 

of wheat ». ... It is prevalent, ,00, in South Africa, where in addUion «o the 

Z?!* m ^ t '° ne n d “ h t nds C ° n, ’’ enial l ' os,s l in the «eed grasses Cynodon and Uroch- 
tea . In Minnesota it is reported to be the nrincinal ran*#. 

death of wheat plants after heading <«>. P P “““ ° f * he P rema,ure 

All parts of the host plant, including the floral parts, are liable to be attacked 

black tip or black point , ,s now known ,0 be due ,0 the same fungus which 
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causes this disease of barley (,0) . (Other fungi believed to be associated with 
black-tip are Alternaria tenuis, A. peglionni, and Helminthosporium teres.) 

Initial infections start from infected seed or with the planting of clean seed in 
contaminated soil. The early appearance of the disease in the field resembles a 
seedling blight, like a damping-off, and the young plants may be destroyed soon 
after emergence. In lighter infections, however, seedlings may grow into mature 
plants, but these are often weak and spindly, and appear in the crop in more or 
less circular patches which may often be several feet in diameter, though dwarfed 

specimens may also be found intermixed with 
, healthy plants <2) . The internodes and leaves 

A of affected plants are considerably shorter 

II than those of normal plants ; the primary 

I \ roots are infected, and on the lower internodes 

| wy of the stem chocolate-brown discoloured 

ft \\ n 6 areas may be seen, with one or more large 

I \\ ) * spots of the same hue on the blades of the 

I 'I jj first and second leaves which may also show 

// II R a certain amount of curling. Unlike the ' takc- 

// 1 1 P ^ all ’ disease of barley (Ophiobolus graminis) 

I II there are, in this 4 foot rot ’ trouble, no 

II I mycelial mats or scales of mycelium between 

I \ the leaf sheath and the culm in the browned 

I /\ basal parts of the shoot. Diseased seedlings 

! L .1 which succeed in growing into mature plants 

I usually have a poor rooting system, ears are 

I / A l/ poorly filled, and what seeds may be pro- 

II I r| / D duced are small and shrunken. Diseased 

f, J V plants have a tendency to develop far more 

I va tillers than healthy plants; it is not infrequent 

\\ \ m U_ c* to find as many as 30 to 40 tillers on an in¬ 
'll ” fected barley stool, but few of them develop, 

\ ?: J ^ and t * ie ma J orit y remain stunted; in other 

*' O /f cases young tillers may fail to emerge from 

g the sheath owing to being crippled by early 

infection. Plants which attain the heading 
Fio. 218.— Comparison of the leaf sla „ c may |j e p ros trate on the ground and 
symptoms of three Helminthosporium .. . . a /tic^ased 

diseases of barley. A, the leaf s.npe casll >' break off at the base owing to a diseased 

disease (//. gramineum ) ; note the condition of the crown. 

tendency for the stripes to be more The above symptoms may all result from 
conspicuous in the upper than in the . . _ . .l 

lower parts of the leaf. B. a coni- primary infections. Unlike the stripe d»seas 
dium of same. C, a small portion of on the same host, secondary infections ma 
leaf aifected with the * net blotch 1 comc from various sources, practically all 
disease (//. teres) ; note the netted .... , _ i t . r ; fT ,'iri V 

appearance of the blotches, but this the diseased parts above ground, P nm * 
is not always evident. D. the leaf affected, developing conidia. On the adu 
blotch as at L Of H ,u/ir,nn w.th , t conidia be found abundantly on 

signs of foot rot at b (after Smith & J _ h ark 

Rattray, 5 . Africa J. Sci.) the upper nodes, giving these parts a M . 


- - 


Fio. 218.—Comparison of the leaf 
symptoms of three Hehninthosporium 
diseases of barley. .*/, the leaf stripe 
disease (//. gramineum) ; note the 
tendency for the stripes to be more 
conspicuous in the upper than in the 
lower parts of the leaf. B, a coni- 
dium of same. C, a small portion of 
leaf affected with the * net blotch ’ 
disease (//. teres) ; note the netted 
appearance of the blotches, but this 
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velvety appearance, and secondary lesions may appear on any part of the host 
chiefly on the eases, glumes, and grain. The characteristic symptoms on the 
leaves consist of numerous dark-brown elongated spots of rather'irregular outline 
and furmshed with a light margin (Fig. 2.8 d) ; the spots vary in size from 3 ,0 

In pen end TV "'V'"' TT S ° ' ha ' ,he en,ire lamina is often destroyed. 

d,SeaSC affCC,S baHey and " heat in m,,ch the same way but'the 
lea\es are the parts most conspicuously affected in barley <«>. 

r U A brief aCCOUnt of ‘ his d J isease on torlts was first published in 1909 and in the 
foM°vv,ng year was attributed to the fungus H'tmin,natrium a new species 

but.t was not until 1914 that the same organism was found to he the cause of a similar 
I sease on wheat m America "... The fungus is much more familiar under this ihe name 

produ^^s,'^^ TT :,m sa,ivu5 

freely to form a compact, velvety layer of black or olivaceous’ nwcehum vvhich^oon 
becomes covered wuh a dense mass of short conidiophores. hut die appearance of h 

out in knee-fashion just above the sepia. In shape and dinun , ' " l , >u ge 

highly variable . Ihey are ..ha, cyl'indricai 

size being .34 by 30,« and furnished with as many as , a septa, one of minimum 
25 hy I 4 M. the average range being from ho ,0 120 by .5 to 30,, and ,0 10 sent« 8 
conuha ; sometimes oblique instead of transverse sept'a and, in si,me cises I ,nd, r ’l' 
partitions may lie seen in addition to the transverse septa giving such „midis * 
appearance, bu, these types of spore are exceptional' OeSatTonof ZnZLT ' T 
proceeds from the terminal cells only. While in general the normally 

long periods perhaps a year »■ their’longevity U 

from part,cular races or strains of the fungus as well as to environmental cond! T 
which they were produced '*•*>. nmental conditions under 

Apart from their undoubted relationship in the lifc-cvcle of th. 
known about the natural occurrence of the pcrithccial fructification ,ttle is 

role in infections. They are described as being ^ 

globose, measuring from 370 to 00 by uo t«» ,-n, . if • , , . ’ 8 w ” osc or *ub- 

asei are numerous, cylmdric or”^. ^ ; 

containing , to 8 , mostly 4 .0 8. filiform asc,«pores'of a 'ale J.hvfgr e'n 7 ,nd 

13 septa ; the spores measure from 160 t„ 360 by f. to <■„ and are sn II "“u 6 lo 

the aseus. Cultures obtained from aseosporcs arc recorded to ha ' ” X C °. lled " ilhin 
Of ll^sativum and, moreover, inoculations with such eonidia have given^X™^"' 

f "T *■ *• «o 

Certain races are also known ,0 JZ a^ P a ‘ hog enici«y a. r 
the seedling stage than to adult plants, while other rar..« JU ? ,he host at 
dwarfing of the mature plants t/both whja, and™ -““ffi r'" 
occurrence of this fungus in England, at Cambridge <•» revealed.h reC ° rded 
■wo strains collected from wheat from widely different C f P reSCnce of 
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yellowed and distinctly checked in growth, and a browning at the base of the stem 
showed the characteristic foot-rot condition associated with this disease ; young 
seedlings which had early been killed showed the fungus within the coleoptile and 
in the tissues at the base of the young shoot. These particular races were only 
slightly infective to barley (' Spratt Archer ’), and had no effect on oats (‘ Abun¬ 
dance ’) (20) . Infection of young seedlings, whether by mycelium or conidia in the 
soil, occurs in the usual way by penetration of the coleoptile, the fungus thereafter 
invading the tissues of the young leaf enclosed by the coleoptile (24) . 

There is a marked difference in the susceptibility to primary infection of young 
plants at different ages, and in the case of secondary infections the plants are more 
liable to infection after the heading stage ; spots on the stems with the character¬ 
istic blackening of the nodes are seldom seen before the plants have headed (2 \ 
Heavy dew and rain, together with high temperatures, are greatly conducive to 
secondary infections on the foliage and ears, and there seems to be a distinct corre¬ 
lation between the amount of moisture in the air and the number of lesions on the 
leaves (5) . Seedling infections were found to occur within a wide range of soil 
temperatures, from 12 0 to 34° C., and were more severe between 22 0 to 30° C., 
but at the latter temperature lesions were usually checked (5> . In general, higher 
soil, temperatures are favourable to infection (,7) . The organism thrives better in 
alkaline than acid soils, and the conidia can tolerate high degrees of alkalinity in 
culture 15 Moreover, the disease appears to be greatly favoured on peat soils, 
particularly with deep drainage, which is believed to predispose the plants to 
infection t4) . 

The fungus survives in infected seed for several years, and hibernates in the 
field on straw and roots (2) . Harley grains naturally infected in the field have 
been found with mycelium in all the seed coverings and even in remains of the 
lodiculcs (,7a) . Over-wintered mycelium in the soil, and contaminated seed 
harbouring mycelium or conidia are believed to be mainly responsible for the 
primary outbreaks of foot-rot disease on seedlings. Conidia in the soil may also 
sometimes start the disease but their viability appears to be greatly dependent on 
ecological factors, and unless the soil is comparatively dry they do not survive 
for long (,6> ,9> . In Canada, in 1931, the spores were very rare or absent in field 
soils, the fungus existing only as mycelium Secondary infections by wind- 
borne conidia are, as stated, widespread. 

Control of foot-rot disease by the treatment of seed with hot water, formalde¬ 
hyde, or organic mercury dips and dusts, give, at best, only partial protection, 
since the applications, being external are only destructive to any mycelium an 
spores on the surface of the grain, but seed treatment should, nevertheless, not be 
omitted. A consideration of the factor of soil-temperature indicates that sowing 
should be done when the soil is cool and at a time when cereal development is at 
its best in the matter of producing strong, vigorous roots (2 » 21 K In the observance 
of crop rotation, such non-susceptibles as oats, maize, clover, potatoes, root crops, 
etc., should be grown but with strict attention to the eradication, if possible, 0 
carrier hosts — the wild grasses — for even if healthy seed is available for sowing 
in clean soil there is always the risk of infection from conidia carried by wind from 
these congenial grasses. With regard to manurial treatment and the use of fertilisers 
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' n ‘ h r°r °f f0O I [ 0t ' little informatlon is mailable, except that seedling blight 
materially reduced by repeated applications of superphosphates <«>. 

pvpn Vanetie ? ° f Whea * a PP ear ,0 be susceptible to this type of foot-rot, and 

“ U - ere ^ ,S a » Ught ,ha ' g °° d reSiS,ant Varie,ies havc been established, 

liable m hr t l w f'T " nv,ronment sh °"cd the most promising of them 

encm.rL ’ " ,he breeding ° f Var,cties "■ more 

of the form T' ° b , ,aine . d ' >ar ' Cy ,han in whca, > and > b < varieties 

Velm cl r n i ™ v r0V u ,G 6 m ° re ° r ,CSS uniforml >' ^.an, include 
1 Comfort, Glabron, \ aughan, and Manchurian Barley ,6 ». 
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Net Blotch of Barley, Pyrenophora teres Drechsler 
( = Hebninthosporium teres Sacc.) 
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from Bavaria where the losses are considered to exceed thodue to 
(//. gramtneum) disease of this host I„ India most v ar i,.i! , f *, P 
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of relatively minor importance as compared with ‘ leaf stripe * and ‘ foot rot ’ 
diseases of barley (l * 2 - 6 - ,4 - 15 \ Net blotch is also commonly found on the wild barley- 
grass Hordeum murinum, and as this plant may be found in practically all barley- 
growing areas it is believed to be a constant source of infection all the year round (,2) . 

Symptoms of net blotch are not easily discernible in the earlier parts of the 
season because the primary lesions on the first leaves of the seedling, unless very 
severe, appear as mere spots or streaks, not above i mm. in length. Later, however, 
the blotches increase considerably in size, extending in a direction parallel with 
the long axis of the leaf, somewhat like the leaf-stripe disease, but not for more 
than 20 to 25 mm. or so, with relatively little increase in diameter. The affected 


spots soon turn brown but the colour is not evenly spread over the whole area, 
and at an early stage there can be seen a number of very narrow lines of a darker 
brown colour forming a criss-cross network effect over a background of paler brown 
(Figs. 218 c; 219 B); this lace-like pattern gives the disease its name of ‘net 
blotch ’. The parts of the lamina around the blotches are, at first, pale or etiolated, 
but later each blotch develops a narrow yellowish zone around the brown area ; 

in the blotch itself there is never any variegation of 

( green and yellow, as frequently seen on the leaf spots 
attendant on the 4 foot rot ’ (//. sativum) disease of 
barley, above described. When eventually the net 
lesions become further extended and smaller blotches 
due to secondary infections join together to form 
more or less parallel stripes on the leaf, it is not easy 
to distinguish this disease from the true 4 leaf stripe 
(//. gramineum) of barley. Careful examination will 
show, however, that there still remain at several places 
along the stripes evidence of the original network effect 
of net blotch. Moreover, any striped effect due to 
the latter is rarely seen to run down into the leaf 
sheaths, as in the case of true 4 leaf stripe ’ disease, 
unless the leaf is old and the sheath slack. Finally, 
when lesions have become so numerous as to involve 
the greater part of the leaf, the latter begins to wither 
from tip to base and the spots fade from a dark-brown 
to a more diffused, dull-brown or grey, and it is on 
these dead tissues that the spores of net blotch make 
their appearance. 

The fungus causing net blotch of barley was first dis¬ 
covered in 1881 in its conidial form, named Uelnuntio- 
sporium teres ; the perithecial stage was not found unti 
A B 1919, at Madison, on straw, stubble, and infected spike cts 

F.c. 2 1». -Comparisonoflcaf of barley, and proved to belong to the AseomyMtegentB 
stripe of barley (//. gra- Pyrenophora, so that the correct designation 01 tnc o g 
mi nr um). A, and net \ s Pyrenophora teres 1 -'. This perfect stage is, however, 

rx<ot y &::rk fend. The 

. at 25 0 C., on potato-agar, but is of slo\' gro , 
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mycelium colours the medium dark green hut not to the depth of colour seen in a culture of 
H. sativum on the same medium. Greyish-white tufts of mycelium arise on the surface 
of the colony hut the conidia are not nearly as abundant as produced by If. sativum. 
There are, however, small black sclerotia of variable size formed in abundance, but these 
bodies are absent or rare in //. sativum ". The brown conidiophorcs arising at diseased 
spots on the leaves emerge from between the epidermal cells or through the stomata 
from an intercellular mycelium below, singly, or in groups of 2 or 3 ; they are shorter 
and less closely septated than those of //. gramineum and //. sativum. The conidia arc 
solitary and measure from 30 to 175 by 15 to 22and are furnished with from 1 to 10 
septa at which the spores are perceptibly constricted ; the conidia, hyaline when newly 
formed, later turn yellow or greenish, but do not become as dark-coloured as those of 
//. gramineum, or as deeply olivaceous as the conidia of II. sativum. All the cells 
of the septated conidium may germinate. 

In addition to the conidia and sclerotia above mentioned, //. teres sometimes forms 
pycnidia (big. 220). These have been found under natural conditions on dried and 
starved plant tissues, such as barley straw and chaff *•>."*. The pycnidia are small, 
spherical, about 35/t in diameter; the pycnospores are unicellular, elliptical or round, 
and measure from i to 2 by 1 ^ ; they are reported to produce normal mycelium in 
germination but the observations are few'"- 

Pcrithecia of Pyrenophora teres have been reported in Britain *■«» and elsewhere, on 
culms, straw, stubble, and spikes of barley *• "• These findings report the peri- 
thecia to be mostly ill-developed or abortive, ami spore measurements are based largely 
° n . , cxa [ ,,,, ‘ al, °n a few specimens only. In shape pcrithecia arc similar to pycnidia, 
and furnished with short, blunted necks, but with no definite ostiolar beaks ; setae may or 
may not be present on the surface, where they may sometimes be found interspersed with 
derelict conidiophorcs. The asci are described as being sub-cylindrical, with a thickened 



220 -— p y”»'>r>h»ra ( H'lmiMhmponum) teres. Diagrams of 

pycmdium arising on the mycelium, showing ostiolc If ,h,. * H p> cn,d, 1 al s,a « c - * 4 . «Hc 
layers of the- wall anel, within, the very short hvphae’ahs^? m show,n C ,h c va ri°u s 
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ring at the apex, and measuring from 220 to 250 by 30 to 36 /x, with 8 spores arranged in 
two rows ; the ascospores are light-brown in colour, and vary from 52 to 60 by 18 to 22 /x ; 
they are 4-celled and constricted at the septa ; one or both of the middle cells of a spore 
may be furnished with vertical septa ,6> . 

The primary stage of infection of barley with net-blotch disease begins with the 
sowing of infected seed. It takes place in the same way as already described for 
‘ stripe disease ’ of barley (p. 434), and there is no need to repeat the observations 
here. With the appearance, however, of secondary lesions in isolated patches 
among the original stripes of the primary lesions, it is clear that net blotch differs 
strikingly in this effect from the true ' leaf stripe * in which all the infections 
necessitate close contact of outer leaf with inner leaf during development. More¬ 
over as the new spots in net blotch appear on all the leaves of the plant, upper as 
well as lower, and on the ears, it is evident that they are due to secondary infections, 
as a result of spores from the primary lesions having been carried by wind. 
Secondary infections on the glumes are often responsible for contamination of 
the grain. 

The primary stage of infection occurs at comparatively low soil temperatures, 
of io° to 15 0 C., the first signs appearing as small local infections on the coleoptile 
or on the first seedling leaf. If, however, the soil temperature is raised, the disease 
gradually disappears until at a temperature of 20° C., infection appears to be 
checked. Experiments showed that on plants grown from infected seed sown in 
July, the disease was virtually absent, whereas a high percentage of infection was 
obtained from sowings made in March and April (,J) . But the influence of fluctuat¬ 
ing temperature seems to have little effect on the incidence and continuance of 
secondary infections and, as higher temperatures do not check these later infections, 
it is clear that they account for a great deal of disease on the leaves. It is note¬ 
worthy that in certain localities where the mean summer temperature is relatively 
high, as in the region around Grahamstown, South Africa, secondary infections are 
said to be entirely responsible for outbreaks of net-blotch disease. In such lati¬ 
tudes it is not necessary that the disease should be introduced into the field with 
the seed, that is, the primary stage is not essential for its propagation. In these 
regions of high temperature this fungus with its spores may often be seen on self- 
sown, ‘volunteer’ barley or on the ubiquitous wild species, Hordeum murtnum, 
practically all the year round. From these sources, fields of cultivated barley 
easily become infected by wind-borne spores. 

From the foregoing considerations it is clear that seed treatment with disinfect¬ 
ants has, in general, but little control over net blotch disease. Such treatment 
must not, however, be omitted, for under conditions of greater climatic contrast 
the kind of infection that may be expected to occur, whether the primary or t e 
secondary, or both, will depend largely on the locality (,6) . The treatment is t e 
same as indicated for leaf-stripe disease. 

The amount of infection with net blotch proved to be comparatively low w cn 
nitrogenous manures were withheld, though there was no significant difference 
when these were sparingly applied, but potassic and phosphoric fertilisers reduce 
the amount of disease appreciably (3> . . 

There arc no records of the possibility of H. teres being able to pass the win • 
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in the soil in the form of a resting mycelium. The sclerotial bodies, however, 
have been found on the dead leaves during the winter and may possibly give rise 
in the spring to comd.a or on rare occasions to perithccia, in which case both 
comma and ascospores would contribute to secondary infections. Hut details of 
the formation of conidia and perithecia under such conditions are not so far 
known In any case, sanitary measures, such as turning-in of the stubble or other 
barley debris, and crop rotation should be adopted as precautionary measures. 
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Ergot of Rye, Uaticeps purpurea (Fr.) Tul. 

The disease known as ergot, though associated for centuries with its attack on 
rye, is very common on a large number of wild and cultivated grasses • it also 
occurs occasionally on Rivet wheat and on Rivet y TriUcum ru/Le croLse but 
very seldom on oats or barley '**■ •• «». In Britain the disease is most prevalen 
on rye m the northern parts of the country. It confines its attacks to th/infW 

"7™. “ wi»ny w* -rsa-ass 

duction of sclerotia for pharmaceutical purposes is carried om o "" 
artificial inoculation of the rye-heads with the snores of, ™ v \ * by 

th.s disease. I.arge quantities of ergots are annually imn .? ?• S"*" CaUsing 

from Spain, Portugal, Russia, Poland, and the Baltic State" ,M ° a ‘ n ' ^ 
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Fig. 221.—Ergot (Clavieeps purpurea). A, the sclerotia on 
three plants of slender foxtail. B, on cocksfoot (left) and 
on two plants of perennial rye-grass. C. on rye (A, B, 
photos by Dillon Weston ; C, by Foistcr & Noble) 


Clavieeps purpurea , the 
fungus of ergot, is widely dis¬ 
tributed in Europe, America, 
and Australasia. The parasite 
attacks only the inflorescence 
of its host, black sclerotia 
being produced instead of 
grains. The loss of yield from 
rye crops appears to be due 
not only to the replacement 
of grain by sclerotia but also 
to the fact that infection of 
a flower and sclerotial de¬ 
velopment is usually followed 
by sterility of neighbouring 
flowers which, though occu¬ 
pied by the fungus mycelium, 
remain empty without pro¬ 
duction of sclerotia. It has 
been ascertained that a single 
sclerotium in a head of rye 
gives a clue to about i per 
cent., with an increase to about 
20 per cent., sterility for the 
presence of some 14 or 15 
sclerotia per car <l0> . 

Early signs of infection in 
the inflorescence are seen in 
the form of a sticky yellow 


fluid secreted from infected flowers and, embedded in the sweetish fluid, or 
' honey-dew ' as it is called, is an immense number of minute conidia ; this 
stage is known as the 4 Sphacelia * condition (Fig. 223 a) and was originally named 
Sphacelia segetum before the connection between it and the ascigcrous perfect 
stage, Clavieeps purpurea , was discovered. The mycelium in the flowers producing 
the conidia consists of intricately woven hyphae which emerge from the surface 
of the ovary in contorted slimy masses. They give rise to a more or less close 
palisade of short conidiophorcs which abstrict minute conidia in such profusion 
that, when liberated into the sticky exudate, they accumulate on the surface of the 
inflorescence like drops of dew. This viscous secretion has been found equal in 
concentration to a 2 33 molar solution of sugar, and when the conidia are examined 
in this natural matrix they are elliptic in shape and vary in size from 3 5 to 6 0 > 
2-5 to 3 /x, but when the fluid is diluted the conidia increase their dimensions, 
showing a range of 6-5 to 7-5 by 4*2 to 4 8 /x. It appears that the conidia will not 
germinate unless the honey-dew is diluted. The sweetish fluid is attractive to 
insects, and conidia may thus be carried from infected to healthy plants and in¬ 
fection results if they are conveyed to the open spikelets. The swaying of the 
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Sa!" Wmd ^ SP,3Shing ram "° d ° ubt a,S ° hcl P s in the dissemination of 

' hc P r ° duC "° n of conidia is “riy followed by a progressive swelling 

a ^nte'e n nl ° Var> ' V PCne,ra,i ° n a " d ’ ,ng ,n"o 

a gram the enlarging ovary, while still retaining, more or less, its natural shape is 

dark ourole 0 n VC T if Sclero,ium or erR °*- Typical sclerotia are violet 'or 

freouen.lv ne rem . nam ° f thc ,wis,ed h >’P hae of the sphacelial stage 

body Th , R " f g !' mC 35 3 ,a "' n >' " is P al ,he a P« of the enlarging 
n s c iirrr K rger , ,han ,he ,. n0rmjl Rrains - buI 'ary considerably 
”r d,n V° ,hc boS bcannR ,bem - Those of rye may range from . to 
3 cm. long ana 8 mm. thick ; those of Molinia from 4 to 6 mm long by 1 to 

1 / 1 Z ,h ' Ck V h0Se « **"»* “ •"»" - a mm 4 , while those of 
f ° bc aS lonR “ ,8 «° 20 mm - ,,M - The interior of a sclero.ium consists 
fa hard white mass of fungal tissue from which any remains of ovary or ovule 
■ sue can no longer be distinguished from the pseudoparenchyma of the sclero- 
Uum. In general, the sclerotia arc fully formed in the affected ears at about th 
same „me as grains are produced in the healthy flowers They miy fall and 
. h ‘J e h r " a ‘ C °" thc f° Und or ma >' bc Sphered at harvest with the crop and at thresh- 

from'fhe floors of 'Cl ^ ^ , 7 ,us Setle'rotia 

may he carried by the wind ; the 
sclerotia of Hr achy podium sy/vaticum , 
enclosed within thc awned invest¬ 
ment of the flower, may he picked 
up on the coats of passing animals. / 

Sclerotia which fall to the ground 
at harvest may germinate in the 
following spring, but in general 
they do not remain viable on the 
ground for more than a year <»>. 

They can withstand very low tem¬ 
peratures and, while freezing appears 
to be conducive to their germination, 
it is not essential <•«>, and the mini¬ 
mum temperature for sclerotial 
growth is about io° to 12 0 C. <*«); 
it is also recorded that a range of 
9 to 15 C M following one month 
of freezing, is most favourable to 
germination, which, however, is ' 
checked at temperatures of 18° C. Fro. «2.-Er*o. 4 , hl . 
and upwards »■ >. Even portions of •>»!.,, B. on 'three 

broken sclerotia which may pass mddlc ( ' hon 7-dr„ ' s , a „-, ^ 

I m,ddlc specimen (pho.os by Dillon Weston) 
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undetected in threshed grain or seed samples may grow quite as well as whole 
ones (6) . 


Favoured by a moist environment in the previous autumn and a suitable spring 
temperature of about n° C., the sclerotia on the ground show signs of reviving 
by developing a number of small cracks arranged longitudinally here and there at 
various parts of the surface, and tiny semicircular flaps of the coloured rind may 
be seen turned back at these places (l4 '. From the white internal fungoid tissue 
thus exposed, a small white, club-shaped stalk or 4 clava ’ emerges at each point 
and finally each stalk expands at the apex into a flesh-coloured, round, or thimble¬ 
shaped head or stroma (Fig. 223 b). The stroma is covered with numerous closely 
set papillae, each papilla surrounding an ostiole leading down to a perithecium. A 
sclerotium may give rise to as many as 60 of the stalked stromata (,) but the average 
number is usually about 6. The stalk may vary in length from 5 to 25 mm., 
according to the depth of the sclerotium in the soil. A whole sclerotium with its 
complement of stromata looks like a small black pin-cushion on which the pinkish 
heads of the pins, the stromata on their white stalks, are inserted at various points 
on the cushion with the heads directed towards the light, and those stromata 
emerging from the sides and under parts of the sclerotium may often have their 
stalks considerably twisted in order that their heads may attain this position. 
Apparently the stromata must be completely elevated above the soil for efficient 
discharge of their spores. During the development of the stromata from the 
sclerotia there is no production of external mycelium, but sometimes, and only after 
the stromata arc mature, a small circlet of rhizoid-like hyphae may often he found 
around the base of the stalks (,4) . From the first appearance of a stroma at the head 
of its clava, it usually takes about 5 to 7 days for the pcrithecia to reach full 
maturity <l0) . The pcrithecia are completely sunken in the stromatal head, forming 


a single layer of numerous flask-shaped cavities which follow closely the contour 
of the dome-shaped papillate stroma (Figs. 42 a, 223 c). From a group of specialised 
cells at the base of each cavity numerous club-shaped asci develop and, inter¬ 
spersed with slender paraphyscs, line the base and sides of the pcrithecia which 
open to the exterior by narrow ostioles situated, as already stated, at the papillae • 
An ascus contains 8 very slender filiform spores measuring from 50 to 76 by o* 
to 0*7 n in diameter. The ascospores are extruded under conditions of hig 1 
humidity of about 76 to 78 per cent, saturation of the atmosphere and may 
either collect at the ostioles in viscid masses for dispersal in splashing rain-drops, 
or by insects, or if showers are followed by sunny periods such conditions wou 
liberate the spores from the pcrithecia and cause them to be forcibly ejected into 1 c 
air and so may be carried further afield by the wind to any spikelets that may c 


open for the reception of pollen. . . . 

The discharge of ascospores from the pcrithecia appears to synchronise wi 1 
the early anthesis (escape of pollen) of the particular host plant attacked. e * 
primary infections by ascospores arc said to be more successful when the °" c ^ 
have just opened, presumably because the spores have a better chance to g ro% ' 
the stigmatic brushes of the flowers when there is no hindrance from a prc\ 1 
deposit of pollen; but fresh infections may continue for about *5 da > s a 
flowering has begun. Infections are naturally heavier the longer the flowers 
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cconidial,* honcydeu * (SphacrUa) stage on the ovary. li, the 

a '^s r a,J | C ± ,0n « itudinal r ,i0n ° f 11 s«roma 

cav.tKS (see also big. 42 A). D, a pcrithccium. F, ascus 

germinating ascospores (from Sachs* Lehrbueh) 


/; 


open for pollination, and it is probable .hat one reason, a. least, to account for the 

suste P tibilit >' of r -'e than of wheat to ,nfec,on fa 

'°phVcd-Leonid!;;; z%. r^l^zTlzS T m comp ^ P 

about two days after infection whh^ ascospores^^ prov ded' ^ T*’* 

" ^ ICSS ' han 74 ^ a prevaihng im^fure'a. S2 
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mencement of flowering not above 13 0 or 15 0 C. <«>. Secondary infections may 
be effected by the conveyance of the conidia-laden honey-dew by insect carriers 
or by contact of diseased with healthy inflorescences or by splashing rain and, 
most probably, it is the conidial infections that are accountable for most of the 
damage to rye crops especially in humid low-lying localities where insects are 
prone to flourish. 

I he conversion of the young ovary into a fungoid sclerotium takes place gradu¬ 
ally from below upwards, the superficial hyphae penetrating the ovary wall at 
various points, mostly near the base. The cavity between wall and ovule also 
becomes filled with dense mycelium. The ovule itself and the upper part of the 
ovary-cavity are relatively free from fungus until they finally become obliterated 
by pressure of the encroaching mycelium «*>. With the gradual protrusion of 
the young sclerotium beyond the floral glumes towards the light, its superficial 
mycelium changes from white to carrot-red and finally to a dark-violet, almost 
black colour, the extreme tip retaining for a long time a wisp of the whitish or 
tawny twisted sphacelial hyphae, but this too, is finally shed <«*>. 

Claviceps purpurea is amenable to culture on various kinds of media, e.g. rye, 
malt, and cherry extracts, but only the flocculent colonies of conidia arc produced 
and they develop best over a range of temperature from 20° to 25 0 C. <*>. On a 
2 per cent, agar medium containing 01 per cent, monopotassium phosphate, 0 025 
per cent, magnesium sulphate, 10 per cent, cane sugar, 01 per cent, asparagin, 
the conidial colonies produced peculiar knotted groups of hyphae resembling 
somewhat the internal structure of the sclerotia but they developed no further and 
bore no superficial resemblance to the natural ergots. The conidial stage thrives 
under slightly alkaline conditions but has the power of changing the reaction to 
acid under which, presumably, further development of conidia is checked (0) ; 
but more recently it has been recorded that cultures begun from ascospores 
require an acid reaction of the medium for the development of conidia and that 
an alkaline condition is essential for the production of sclerotia < l6a) . 

For the culture of ergots on a large scale, for medicinal purposes, as already 
indicated, crops of rye are cultivated, inoculated at flowering time, and the sclerotia 
gathered by hand. Nodal inoculations also yield sclerotia <20a \ In Budapest it is 
reported that fields of winter rye are systematically inoculated by special machinery 
which not only grips the young ears but at the same time sprays them over with an 
ascosporc suspension of the fungus. After some 6 to 12 days the infected ears are 
seen to be permeated with conidial honey-dew. This is collected and diluted, 1 litre 
of honey-dew being sufficient to make 60 litres of inoculum containing about 5,000 
conidia per cubic mm. Extensive spraying infections are then carried out with the 

diluted fluid and in order that insects may also help in dissemination of the spore¬ 
laden fluid, the crops are usually grown in dense formation, preferably in low-lying 
humid localities favourable to insect life. In about 10 days before the rye crop 
mature, the sclerotia are picked by hand, and it is computed that some 90 to 
190 kg. of ergots may be gathered from a hectare of the crop <4 * 5) . 

Claviceps purpurea embraces a number of specialised races. The race attacking 
rye infects also wheat, barley, Festuca pratensis, Dromus sleri/is, and a few species 
of Poa. Another race collected from sweet-vernal grass ( Anthoxanthum odoratum) 
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also attacks rye and various grasses but not barley. The wood brume (Brathy- 
pod,u", sylvaticum) and Glyceric fluitans have each their exclusive single race 
I he race on the perennial rye-grass (Lolium perene) also infects Bromus ercctm , 
out not rye <l7 ‘ 20 \ * 

. * S Pr j" Cipal Cere c' S , SUbjeCt ,0 a,,ack b >' ,he fun R us are rye and durum- 
*heats, the disease can be kept under control by a system of rotation with the 
commoner wheats, or oats and barley which are rarely attacked. The prevalence 
of sclerotia on such a wide range of pasture and wild grasses makes it imperative 
to erad'eate as far as possible all such hosts, especially if occurring in wet sheltered 
cut whiles',-M As the disease affects the inflorescence only, hav should be 

h,nV ,v t « g a eCn ’ , Z er S° ,s devcl °P " 6I - The ergots, however, are not 
long-1,ved, and deep-ploughing, together with a rotation of 2 or 3 vears before 

p anting rye again, is usually long enough to starve these bodies in the soil. Since 

he sclerotia, in any case, lose their viability after one year, sowing seed 2 or 7 

years old, even ,f contaminated, is reported to be a sufficient precaution against 

recurrence of the disease <«’. Whole and broken sclerotia may occur in threshed 

gram and may be returned m a viable condition to the soil at sowing time • it is 

and hahan * Sam P ll ' s of K^ss-seed, e.g. in perennial 

and tahan rye grasses, timothy, bent, crested dogstail, and Yorkshire fog ; and 

lenai- lV L" 1 C0 . CkS L f00 . t and red and m«dow fescues Ergots may be 
separated from the gram by immersion in a brine solution of 40 lb. of salt in 2c 
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Chapter XI 

DISEASES OF PASTURE AND FORAGE CROPS 


Crown Wart of Lucerne, Urophlyetis alfalfae (Lagerh.) Magn. 

Crown wart of lucerne, preferably called marbled gall (to distinguish it from 
true crown gall of other plants caused by bacteria), attacks in Britain only the 
one host lucerne, Med,(ago saliva, but in the United States M. falcata is also 
reported about equally susceptible with M. saliva, and it appears that all other 
leguminous plants, weed or cultivated, are everywhere quite immune from this 
disease (7 ». n 

It was first observed in 1892 in Ecuador <6), and in England in 1906 near 
Herne Bay, Kent <««• >*• >J> ; j n the United States <« 7 >, where the disease is local¬ 
ised in a few places, it was first found in 1909 and is abundant only west of Sierra 
evada and the Cascade Mountains ,4 '. Crown wart is relatively of little importance 
in Britain, but its sporadic occurrence in France <*», Germany <*>, Italy, Switzerland, 
and comparatively recently in Belgium <«>, Portugal ( *>, Utah <*>, Canada (z * ) , and 
California seems to indicate that it is more common than reported. 

Affected plants in the spring show characteristic whitish warts or galls around 
the base of the stem at or below soil-level (Fig. 224), so that unless the soil is 
cleared away the extent of the damage is not always realised. A gall begins as a 
swelling of one or more of the numerous adventitious buds which arise in succession 
from the woody crown of the plant, especially of those less protected and developed 
below the level of the soil. All parts of the buds, including the scales, leaves, and 
stipules, may become involved in gall formation, but in other cases where buds 
are only partially infected they may produce weak shoots in spite of gall formation. 

I he general effect at the base of the plant is the development of a large dirty-white 
excrescence (often as much as 6 inches in diameter, and extending from 1 to 3 
inches into the soil) having a more or less rounded contour from which partially 
infected buds may continue growth, but only to form weak shoots. Unaffected 
buds close to the galls at first produce normal leafy shoots which, however, soon 
begin to show signs of wilting and yellowing, especially in hot weather, and these 
symptoms are helpful in picking out infected plants in the field (7) . After long 
exposure the exposed galls may turn green and form a firm crust around the base 
of the stem (4) . 

When a gall is cut across it shows a number of dark-brown diseased areas 
surrounded by white tissue, the gall thus presenting a marbled appearance (Fig. 
224 b). These brown patches contain the spores of the causal organism, and while 
most of the galls decay and liberate their spores, a few more deeply situated galls 
become covered with corky layers and survive the winter. Individual galls 
continue to develop spores over a long period, and while the spores are capable of 
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F,C \^ C r" T ° f ,UCCrnC ^ r ? pMyr,it a,fa, L ae) - A ' ccn,re - no "" al P'»"< ; right and Icf 
infected plants showing warts at the crowns. B, section of wart showing the marbled cffeci 

Rtpor ™ ° faWarl Sh ° W,nR thc chambcrs fi,lcd with spores (photos by Salmon & Ware, Wy 


survival over the drought of summer, in rainy periods 
soil in great numbers to initiate fresh infections <♦>. 


they are set free into the 


This disease is caused by the fungus Urophlyclis alfalfae <‘. •. of the Chytridiales 

a family belonging to the primitive group Archimyeetes, of which another member 

™ ,S deSC L r , ,bcd in ,his book « parasite causing wart disease of 

calls com Ch S r aSe f re u r ma " y rCSpeCtS ( P' + 99 )- The browned areas in the 
galls contain a number of golden-brown spores which function as resting sporangia and 
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eventually give rise to zoospores (Fig. 224 c). The spores are somewhat spherical, 
flattened slightly at one pole, from 30 to 40 by 45 /x in diameter, having a brittle wall about 
2 /x thick, lined within by a thin colorless wall (Fig. 225 a). They are not easily germinable 
under artificial conditions but the action of mould fungi and bacteria in helping to break 
up the galls appears also to assist in the germination of the spores. ,7) 



At germination (I'ig. 225 b) the spores become converted into sporangia con¬ 
taining a large number of biciliate zoospores which may either be passed into an 
extruded vesicle before dispersal "*> or, without forming an external zoosporan¬ 
gium (7) , may escape into the soil through one or more cracks in the spore wall. 
The zoospores remain active for several hours and may (,7 > or may not (7) unite 
together in pairs before infecting the host ; but nothing is clearly known about the 
occurrence of a sexual fusion in the life-history of this parasite, nor has the initial 
method of infection by zoospores been actually observed. 

Buds of lucerne become infected during early stages of development as they 
emerge from the crown. Those developed below soil-level, imperfectly protected 
by their bud scales, offer easy access to the motile zoospores in wet soil, and penetra¬ 
tion usually takes place into tender leaf rudiments if these are not covered by bud 
scales ; infection may also reach the tissues of the growing point itself. One, two, 
or three zoospores may sometimes be found within the same epidermal cell, in 

which they appear as somewhat 
elongated pear - shaped bodies. 
The narrow end of each body 
becomes drawn out into a thin 
beak or hypha, and the broader 
end, from which further develop¬ 
ment takes place, enlarges some¬ 
what while retaining the single 
nucleus of the zoospore and most of 
the cytoplasm. This dilated part 
of the body, which may be referred 
to as the ' bulb ’ or ' collecting 
cell \ puts forth, in a terminal 
position, a narrow, branching 
hypha of limited growth which 
appears to fulfil the functions of 
an absorptive haustorium, collect¬ 
ing nourishment from the host for 
the development of the bulb. I he 
bulb soon comes to possess some 
10 to 15 nuclei derived by division 
of the single nucleus of the zoo- 
Fic. 225.— Urnphlyclis alfalfac. A, nearly mature rest- sporc Within the top half of the 
inR spore showing a zone of eleven haustoria. B. ' » ‘ 

primary * bulb * la showing four new ‘ bulbs * lb of bulb, 2 to 4 convex, lntersccui £ 
successive orders and ra, new resting spore; tbx, walls arise which, with the wall Of 
peripheral segments of new bulb tb, at top . u ..iu ; tse lf thus form 2 to 4 

8471 (af ' Cr J °"" & DrCChS ' Cr - X ' S " f cells^ch furnished with a single 
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nucleus contributed from the group of nuclei in the bulb, the remainder of which is, 
therefore, still multinucleate. It is this remaining multinucleate portion of the bulb 
that is important, for it gives rise indirectly to the spore or future resting sporangium. 
At a point on the surface of this portion a small vesicle is developed and into it 
migrate all the contents of the multinucleate central part of the bulb. Eventually, 
about a hundred nuclei are formed in the vesicle as it matures. The wall of the 
emergent vesicle now thickens to become that of the spore but not before it has 
produced, at some three or more points on its equator, short hyphal processes 
which branch out into short haustoria of the same nature as the haustorium formed 
at the apex of the original bulb. These branched haustorial processes no doubt 
assist in the absorption of food material for the developing spore, and when the 
latter is mature they are discarded, leaving behind very evident scars where they 
were attached. To return to the developing bulb, each of the 2 to 4 peripheral 
cells at the rounded end of the bulb (and which took no part in spore formation) 
gives off a narrow hypha which diverges from the rest so that by penetration of 
dtfferent host cells in the neighbourhood new points of internal infection are estab- 
bshed by these hyphae Each of these exploring, penetrating hyphae, bv expanding 
w.thm the entered cell mto an * apical bulb * f collecting cell •). repeats the same 
history as above described, and the same sequence may be repeated several times, 
it is the function of these hyphae. therefore, to spread infection within the host 
Eventually, however within a prescribed area in the gall, the process of spore forma- 
tion is checked. This occurs when, consequent upon the digestion of the host 
cells within that area, a cavity is formed which makes no further expansion once 
ts delimiting cells develop thickened walls on the sides facing the cavity. Though 
2 *™' m ,he .P a,h °f 'he invading parasite disappear by absorption in 
advance of the exploring hyphae, once the wall of the cavity is thickened the fungus 
makes no further inroad into the cells beyond, and meristematic activity stops in 

IT! 5 SU k rr ° Und,ng ,he older P ar,s of 'he cavity. It would appear, there- 
infect'Jn brown - s P°" ed a ™ of the marbled gall is traceable to a separate 

of iZE th L S de ^ l0 l Pment U ,aking P lace - ,he g allcd ,issu c. according to the degree 
The Mil H f S 6 "T mam,ained more or less the shape of the normal bud. 

tTacheM wh?h P ^Ir'h a' SyS ' em ° f iU .° WB by conversi °" of parenchyma into 
host The vans a ,h f™ CO "’ mun ‘ ca,ion "i'h the vascular system of the 
infection hi H therefore swollen buds, or parts of buds which, through 
infection, have diverted nourishment to their own abnormal growth to the ereat 
detriment of the normal development of the host. ’ 8 

w a 7 ater -' 0 h gged SOilS and faulty draina S e arc favourable to the spread of crown 
trn ,hr ' ^ 1,bera,ed into ‘he soil. During periods of drought the 

drinigeV.T e y ' ^ beS * me ' h ° d f ° r i,S COn,ro1 is a «emion to 

*• ^ non - ; >925-1926. Rpt. Utah Agric. Exp. Stn. 

2. Arnaud, G. : 1923. C. Rendus Ac. d'Agric. dc France ix 40. 
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Powdery Mildew of Clover, Erysiphe polygoni DC. 

Powdery mildew caused by Erysiphe polygoni is very common on a wide range of 
wild and cultivated plants which include swede, turnip, pea, clover, and other legu¬ 
minous plants. It occurs extensively in Britain and North America,especially in the 
eastern parts of the United States, eastern Canada, and in India 8 - «• ,0 - ,7) . 
The mildew is often responsible for considerable reduction in the crops gener¬ 
ally, particularly on those of 
late peas. On most varieties 
of clovers it is reported in some 
localities to reduce the weight 
and quality of the herbage, while 
in other places its effects arc 
hardly noticeable (0) . Under 
field conditions in Britain, the 
aftermath of a clover ley usually 
suffers more from mildew than 
the main hay crop (,4) . 

On any of its numerous hosts 
first signs of the mildew consist 
of small patches of a thin, fine 
meshwork of white mycelium, 
arising at various places on the 
upper surface of the leaves. 
These white patches soon join 
together to form larger areas, and 
from the superficial mycelium 
arise upright conidiophorcs and 
conidia (Fig. 226 a) in such pro¬ 
fusion that the foliage looks as 
if dusted with flour, and an entire 

Fic. 226 .—Erysiphe polygoni. A, eonidial stage (from crop may appear white from a 
Anthriscus syhestris ) ( x 270). B, haustorium (from distance. Leaves of crimson 
Polygonum aviculare) ( * 450)- C, cleistocarp (from an( j red c | QVer 0 f ten ca rrV heavy 
pea) ( x 180). D, ascus with ascospores ( x 270) (after , , . .... r ' c »v<-ral 

Salmon) growth of the mildew for several 
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weeks before they become chlorotic and die ; leaves and pods of the pea may 
be covered in late summer with the white mycelium of the mildew <'s>. 

When the production of conidia is about over, giving place in some cases to 
the development of cleistocarps, the leaf surface becomes patchy yellow, and in 
parts dark purple or even black, until the entire lamina is killed. Clover plants 
attacked during early growth remain small and dwarfed. The stunting effect is 
believed to be due indirectly to excessive transpiration brought about by the 
demands of the mycelial webs on the leaves, and it is known that leaves so covered 
transpire much more freely than healthy leaves ,0> . 

E polygoni embraces a large number of physiologic races. Specialised races 
attack pea, swede, turnip, and various other hosts ; on red clover at least three 
physiologic races exist (6> ’• '*• *«>. 

In many localities only the conidial fructifications are known, cleistocarps being com¬ 
paratively rare. The elliptic, hyaline conidia (Fig. 226 a) are cut ort at the ends of vertical 
comdiophorcs one at a time, continuing in succession from below •*. They arc dis¬ 
persed by wind, and appear to be the chief means of spreading the disease they are 
rarely absent from clover fields, though often confined to traces on the lower leaves <“». 

he cleistocarpic fructifications (Fig. 226 c) are not common, but often occur on the pea • 
they are produced only sporadically on clover, and it is doubtful if they play any important 
part ,n the spread of the mildew in Britain. They are globose. 65 to 180^ in diameter : 
the appendages are brown or colourless, variable in number and length, distinct, or more 
or less densely interwoven with the superficial mycelium. The asci vary in number from 
2 to 8 according to the host on which they are found (Fig. 226 d) ; they arc ovate in 
shape, and measure from 46 to 72 by 30 to 45 /x ; the ascosporcs vary from 3 to 8, rarely 2 
per ascus and measure from 19 to 25 by 9 to i 4/ x <■». The dearth of cleistocarps is probably 
due to infrequent infection with strains of the fungus which are sexually compatible, and 
t is likely that the organism is heterothallic «•». The cleistocarps appear to be set free from 
the host when wetted with dew or ram, and after conveyance to a new host become 
nrmly attached thereto by their appendages «*•». 

While infection in some places may start from conidia which have survived 
the winter, in other places it is thought that the mycelium itself may be enabled to 
live throughout the winter, especially on hardy hosts such as the Brassicas or on 
he numerous perennial weeds which sene as hosts for the production of conidia 
to spread fresh infections during summer and autumn »«>. It is recorded from 

K „ ,k dlSCaSe ° n P eas ma y <t uile Possibly be carried internally in 
the seed, but there is no other evidence that the mildew may be seed-borne in 
any of its numerous hosts. 

The history of mildew infection may be studied by depositing conidia on the 
upper surface of excised leaves of clover floating on a 10 per cent, solution of 

ucro at a temperature of 20 o c . The conidium js seen p P u( forth a 

which forms an appressormm before direct (not stomatal) penetration of the epi¬ 
dermis takes place. The infection peg from the appressorium is very narrow and 

dermal wall tTh f ( ' 0 * he inner Ia > er of *ho'epi- 

" a " (F ‘S- 22 7 >' before lts «'P expands into a small, round haustorium 
vhich, moreover appears to be furnished with a sheath "■>; sometimes penetration 

y go deeper than the epidermis, and haustoria may actually be foundln some of 
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the mesophyll cells (l 1 >. In¬ 
cidentally, it is suggested 
that the presence of such 
^ an internal mycelium may 
provide for the survival of 
the fungus over the winter, 
if leaves arc sufficiently pro¬ 
tected (9) . After the germin- 
ating conidium has secured 
anchorage by virtue of its 
jf ((yP 7 ^ FSt haustorium (about 9 

c "-sj \ hours after inoculation) it 

r s/g '' -^15 J P uts ^ ort ^ ano, her germ- 

^ ^ tube from the opposite end, 

and the second tube, by 

Fig. 227 .-— Mildew of clover (Erysiphe polygons). .4, spore sf> dint of repeated branching, 
RcrminatinR on leaf of clover, showing three Rcrm-tubcs spreads OUt Over the leaf 
and a haustorium //; note direct cuticular penetration. B, c c .. , 

C. sections of penetrated epidermal cells showinR haus- Sliriace to form a small paten 
torium surrounded by inRrowth of the host cell wall c which, of mycelium. This consists 
in C, forms a collar around the stalk of the haustorium h ; 0 f .. n inurleate cells from 
note the prominent sheath sh of the haustorium (after or un,nucleale C ? US Ir0 ™ 

Smith, J. Agric. Res.) which numerous tiny swell¬ 

ings like the appressoria 

from the germ-tubes develop, and numerous penetrations, followed by the for¬ 
mation of haustoria, occur during the extension of the mycelium over the leaf. In 
5 or 6 days after inoculation the mycelium is sufficiently advanced to begin 
sporulation. Production and dispersal of conidia appears to be much more 
active during the hours of daylight, in particular from 8 to 12 noon, than in 
darkness. It is of interest to note that the normal closure of clover leaves at night 
seems appreciably to reduce the chances of infection <» 8 ’. 

Any correlation between the incidence and severity of mildew on clover 
and the relative humidity of the atmosphere is difficult to understand, as in¬ 
fections may start and continue during seasons of light rainfall and be equally 
severe during periods of comparative drought (l9 ‘. It is probable that different 
races of the parasite react differently to changes of the environment, as 
well as in their attacks on different strains of clovers. The mildew is said to 
be encouraged by the incidence of cool nights and warm days during middle and 
late summer (9) . 


Little appears to be known about the occurrence of this mildew in relation to 
its attacks on susceptible hosts grown on different types of soils, or on soils of 
different reaction. On plants of the cowpca in Virginia the disease had a preference 
for alkaline rather than acid soil conditions <J) . 

Potvdcry mildew is difficult to control in the field. In Bombay <l7) sulphur 
dusting of peas proved effective against attack, and this treatment has also given 
good results on clover in Wales (,4) and America <l2) . In Canada, some strains of 
red clover, and some European varieties as well, have shown considerable resistance 
to powdery mildew (,0) . 
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Black Blotch of Clover, Cymadothca tri/olii Wolf 

Black blotch \ or 1 sooty blotch ’ disease, is common on various kinds of 
clover in Britain, Europe, and America. While the susceptible hosts in Britain 
include crimson, red, and white clovers, the disease is reported in New York 
State to be prevalent mostly on alsike and white clovers, red clover being rarely 
affected ; in North Carolina no fewer than 25 species of Trifolium are recorded 
to be susceptible to this disease (7> . 



1 he disease is confined to the foliage, and early symptom 
towards the end of May. It spreads throughout the sum. 
heighten the autumn ; from January onwards the symptoms tc. 

.. 1 secn on P ,ants under glass practically all the 

idespread damage in the field, and th 
causing much dc- 
ely killed '*». 


open but may be 
disease seldom causes w 
occur under glass, 
foliation, the plants are ran 

Early symptoms consist of a few A&s'h.-*, ^ 

small granular spots, dark olive-brown, 

almost black in colour, on the under ‘ 

side of the leaves (Fig. 228). The 

m :•> I ..r jam 

2 mm. in diameter, and while mostly 

confined to the base or margins of the J&jfa 

leaflets, they sometimes cover the en- 
tire under surface of the lamina. In 

advanced infection, the leaflets turn \ I 

brown and wither but may still remain \ 

attached to the plant and assume a \ 

more or less upright attitude, a charac- F,c - 228 ~ B, ack blotch of clover (Cymadothea 

teristic feature which distinguishes Zcl't , S “ g ' 
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them from healthy leaflets, which are laterally extended (3) . Sometimes the spots 
break out on the upper side of the leaf as well, especially on white clover, and 
often become angular in outline if their growth is checked by the veins (6) . 

The disease is caused by the fungus Cymadothea Irifolii (= Dothidella trifolii), 
an Ascomycetc of the group Dothideales. There are three types of spores, namely 
conidia, pycnospores (which are probably spcrmatia), and ascospores. The conidial 
stage (Polythrincium trifolii) develops from a stromatic mycelium established below the 
epidermis, and conidia are formed in great profusion from dense masses of conidiophores 
which aggregate below the cuticle (Fig. 229 a, b). They are liberated to the surface in 
powdery masses, and continue to be formed in sympodial fashion so that the conidio- 



FiG. 229 .—Cymadothea trifolii. A, surface of leaf showing a stroma producing young 

B, section of clover leaf showing conidial stroma with conidiophores and comaia. »*• nidiurn . 
showing disintegration of its pscudoparenchymatous tissue. D, hymema sura ... Trans. 
E, asci and paraphyses, crushed from a perithecium (all, * 3 2 5 ) ( a ' lcr - 
Brit. Myc. Soc.) 
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phores assume a characteristic crooked or wavy outline. The dark-coloured conidia are 
obovate, b,cellular, 20 to 22 by ,t,o, 5M ; their germination in water is feeble, and 
all attempts to grow them artihcially have failed -.. The production of conidia 

Fit X T" J 0 '” u ' he end ° f SUmmer ' and "'"‘-after pycnidia or spermagonia 
''f 9 .'' D) and p f ri >hecia arc developed. The former appear first, either on places 

p ewousl> occupied by the conidia or in clusters close around them. They arise in the 
mesophyll at points directly below the stomata which arc later utilised as ostioles for 

fn slimfwF 'l Sp£ : ma,la :'' T ' ,e ,m > - OVal s P l -' r malia. 3 ,0 5 by , - 5 2 are embedded 

n slime which exudes to the surface ... pale, mucilaginous droplets. Some have observed 

the spermatia to grow and even to cause leaf infections but others have failed to 
ascribe any function to them other than that of possible fertilisation in connection with peri- 
thecal development 'O, p cn thecia are initiated within the leaves simultaneously with 
spermagonia, and although fertilisation by spermatia of ascogonial initials furnished with 
onles ,VC , , , " 0t detected, perithecial primordia make no further progress 

' C ° n,aCt : VI,h 1 S P erma,,a has been mad '“• The perithecia complete .heir develop- 
xorL^rT ° r i° VCr ~ W,ntCre d lcav “- and ,hc asc °spores are discharged in the 

.L « 8 ' rh y P t Per "h* C ia. S “ nken ln thc lcavcs ' are no1 ver >- definitely delimited from 

neriXT' TL ^ U fUrnishcd " i,h * blun ‘- os ' iolar ^cak lined with 
periphjses. The clavate asc. are not numerous ; they contain 8 bicellular, fusiform 
ascospores, 24 to 26 by 7 to 8/a ; there arc no paraphyses (Fig. 229 E) 

1 he fungus survives thc winter in its perithecial form in decayed leaves and 

to L r.ar,° re 7 CC, "’ n r Uke plaCC in ,hc s P rin * Pri ">ary infections are believed 
o start in this way from ascospores. but in some localities conidia have been found 

infection^ «» C '° nd r ° Und and may also bc rcsponslblc for primary 

in n' 1° U 7 7 m T S SpCCi r ° f Trifo,i " m susccp,iblc <° black blotch were found 
n ,7 h 7 'n a ',7 cvidcnce was obtained of any morphological differences 

In Russia"'b' a C0 " CC,ed fr0m an >' of ,hesc hos,s S r °' vn together in the same crop »■. 
In Russia, however, ascospores collected on T. repens infected only their own host 

neithe°r of XT’ 1 ' 6 "' ; hyb " d '""' while ,hosc collected from T. medium infected 
,wn he e f h r ,u / s P ec,e j s ;« ce P‘. ^metimes. under greenhouse conditions ; these 
As theneSh UngUS ' ffered,n ascos Pore dimensions and pathogenicity U). 
leasf five vea . 7 rCP ° r,Cd ‘° SUrvive °" ,hc soil or in dover debris for at 

1 “ i‘.”d y S £. 7 ““ ,pp " r “ b * ««"«« h 

t .. 

W ”' Crn - J - H - : ,941 - “"«* -I OranJL Herbage 

7' WoiTfI' C - : ' 8,J V f "■ A *" c U " d - ■ '*<»■ 60. 

7 - Wolf, F. A. . 1935. Mycotogia, xxvii, 58. 


Clover Rot, Sclerotinia trifoliorum Erikss 


Rot or ‘ stem rot 
niinous herbage plants. 


t 

it 


is one of the most serious troubles which affect legu- 
is considered to be one of the chief factors contributory 
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to clover sickness \ a form of soil deterioration which follows when clover has 
been grown at too short intervals in the rotation. It is also known that infestation 
of the soil by the eelworm Anguillulina diptaci and probably the incidence of other 
undetermined factors are also concerned in this unproductive condition of the 
soil «’>. 


As far back as 1898, clover rot, associated with the fungus Sclerotinia tri- 
foliorum , was known in Britain to be highly destructive to clover crops in many 
parts of the country «>. In America it was first discovered in 1890, in Delaware <6 >, 
and in 1914-15 was reported to have caused heavy damage to clover crops in 
Kentucky <«*>. The disease is now widely distributed in Britain, the United 
States, Canada, Germany, Denmark, and Sweden <6 > "• '*• >*. 29 \ Whilst the 

trouble in this country is common mostly on broad red clover, it is known that 
late-flowering crimson, alsikc, and white clovers are also sometimes lightly 
affected ; trefoil, lucerne, and sainfoin are also susceptible and the field 

bean ( I ina faba) has recently been found in various localities in Britain to carry 
a distinct strain of the fungus causing clover rot <•«>. Peas and certain weeds 
of cultivation are reported to be susceptible hosts on the Continent, but not in 
Britain , ‘ l . In Sweden and Germany it is recorded on winter peas, bush-vetch, 
and on certain non-leguminous plants, namely, common erodium, dandelion, 
white campion, field geranium, and forget-me-not ,,8 « 23) . 

Clover rot makes its first appearance on young plants in the autumn, usually 
about November, in scattered patches in the field, in the form of a whitish mould 
covering the stems and leaves, and from which it may later extend for short 
distances over the surface of the soil. The white mycelium soon becomes yellow 
and then a brown discoloration sets in which gradually spreads over the leaves 
until they wilt and collapse to the ground. While only one or any number of 
the stems of a stool may be attacked and even rotted with disease, the roots may 
remain free for a considerable time, and during a long spell of dry weather affected 
plants may throw off the infection by developing new buds which produce perfectly 
healthy shoots. In severe infections, however, entire plants may be destroyed, 
and under wet, muggy conditions whole patches of ground may be laid bare (:l . 
In the final stages of disease the stools are covered at the base with a dark-coloured 
mycelium, and embedded in the decayed tissues of the stems, and sometimes of 
the roots, numerous black sclcrotia (Fig. 15 n) arc found, the presence of the latter 
confirming the fungus as the causal organism, as distinctive from the eelworm 
pest 0> . With the development of more and more sclcrotia there is a complete 
rotting of the tissues, and the plants disappear, leaving, here and there, hare 
patches of soil, in which, however, the resistant sclerotia remain viable for years. 

While eelworm trouble and other undetermined factors arc, no doubt, pro¬ 
ductive of much ' sickness ' in certain types of soils, it is generally agreed that 
Sclerotinia trifoliorum (, °> plays an important part in clover rot disease. I his 
organism must not be confused with another type of Sclerotinia which was first 
found on seeds of white clover (T . repens) imported to England °\ and described 
by various authors 2i - Z7) . This seed-borne type is believed to be a different 
species (it has much smaller sclerotia and apothecia (Fig. 40 b)), and as it may 
form its sclerotia actually on the seeds (l) , there is little doubt that the disease 
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caused by it is carried by the seed. But there is no weight of evidence that clover 
rot due to S. trifoliorum is ever started in this way from seed infection, though 
spores resembling those of S. trifoliorum have been found on a few samples of red 
clover seed 07 a) . It is quite possible, however, that sclerotia of .V. trifoliorum are 
often harvested along with clover herbage and become an admixture with the seed, 
and may thus, by the sowing of unclean seed, be returned to the soil, in which case 
they undoubtedly start infections, but they do not develop on the seed of red 
clover <8 - \ 

The whitish mycelium of the clover rot fungus covering the plant may some¬ 
times bear clusters of small, spherical cells or micmconidia 2 to 4,, in diameter; 
they are abstricted from flask-shaped cells on the mycelium and may also be 
produced on the germ-tubes produced by the ascospores. as well as on mycelium 
m artificial cultures " 4 - -*>». These small conidia are apparently functionless as in¬ 
fective agents, and it has been suggested that thev mav act as fertilising male cells 
during the development of the apothecia «■*». It has been established, however, that 
apothecia may also be developed from monosporic lines of the organism " 4 - 
in other cases mycelial anastomoses have been observed, so that union between 
strains which may be sexually compatible mav also occur prior to the formation 
of apothecia ««•■'»*. Several authors report the existence of physiologic races of 
o. trifoliorum, anil host specialisation also occurs 4a "*• m. '?a. |.*j^ -g ^ 

The fungus may be cultivated on a wide variety of media, e.g. bread soaked in plum 

I , 7 T" 0 "; 1 ' 8 '"' appearance at temperatures of ,4 ,6 C. 

r ^' ° f a '' h, ' 1Sh m >“ l,Um - ,hc ^>P hac measuring from 5 ,0 ,2,, wide, with much 
branching and anastomosing ; sclerotia are commonly produced from small masses of 

Zt Z 1 , S00n / ;hanse ' n, ° ollve ‘8 reen and finally black . sclerotia are irregular in 

; pe ; ; ? s,ze of a rv:! ' ,,f ,he ‘"“"'-s' ° f ci,,vcr *««*». -n media 

(I Ig. 15 b) •». Sclerotia ... the field occur chiefly in the spring, on the crowns and 

onThcT 8 f r ° 0t ' S 7 ' em k beddC ' 1 in ' he moril,u,,lJ lissu ' s <>f epidermis and cortex ; 
on the stems of mature plants they may sometimes be found a. a heigh, of 20 ■„ ao cm 
above ground, and may thus quite easily * 

be collected at harvest-time and become 
mixed with the seed during threshing 
operations •*»>. On the decay of the host 
plant the sclerotia fall to the ground or 
remain in the upper layers of the soil or 
may lie as deep as 4 inches below the 
surface During the summer they lie 
dormant and may persist in a viable 
condition in the soil for 4 years or 
more <ia >. 

During periods of moist cool weather 
in the autumn sclerotia germinate to 
produce apothecia. and during October 

and November apothecia are not un- F.c. ajo.-Clover rot (SrWfmV, ,rifol,orum). The 
common on old clover leys left un- apothecia on the ground; inset, a stalked 

ploughed, the sclerotia still remaining apothecium arising from a sclcrotium (see also 

attached to dead roots or stems killed dL'J. V 
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the previous winter. Apothecia may arise singly, or in number, up to 10 or more, from one 
sclerotium ; they are disc-shaped (Fig. 230) and elevated on stalks of varying height, but 

V b M oT/l 1 y , eXpanded ' n, ° ,yP ' Cal saucer *shaped fructifications unless exposed 
to the light . . An expanded apothecium, yellow brown in colour, varies from 3 to 10 

mm. in diameter ; the hymenium consists of numerous 8-spored, club-shaped asci, with 
paraphyses ; the ascospores are hyaline, unicellular, elliptical, and, according to various 
author, vary m d,mens,ons thus : 15 23 by 8 i 7m <•«» ; 14 to 18 by 8/x <•<» ; 12 to 14 by 

M . Ascospore discharge and wind dispersal of the spores take place during mild 
autumn weather. 

New infections of clover crops are believed to originate from ascospores, but 
under natural conditions in the open it is not at all clear that they are effective 
unless the host plant is injured or already in a weakened condition <*• ««• 

1 hough primary infections with ascospores are probably accomplished in the 
autumn by penetration of the outer leaves, the symptoms of disease in so far as 
hey arc manifest on the crown arc not seen until several months later, when the 
leaves affected in the autumn have been killed. In the spring the tissues of the 
crown arc much depleted of food reserves and the young growth is, therefore, in 
a condition which renders the tissues liable to attack. After the fungus has killed 
the leaves it progresses into the petioles and thence into the crown, which, once 
in ecte , .1 ous the fungus to travel up into other shoots on the stool and, perhaps, 
(own into the roots as well. As the tissues disintegrate the fungus breaks out at 
the surface of the decaying parts of the crown, or roots, and with the development 
ot the sclerotia in these regions the life-cycle is complete. While the sclcrotia 
themselves have not been observed to produce vegetative mycelium in the soil, 
yet such mycelium may exist saprophytically on clover debris for a good part of 
the year, but to what extent it can survive in the soil is not known. However, in 
Denmark, in 1942, mycelium from clover debris was observed to creep over damp 
soil, and there is little doubt that in the absence of apothecia and ascospores, spread 
by mycelium can sometimes take place <" »>. It is recorded that both ascospores 
and mycelium, when kept comparatively dry, still remained viable after seven 
months, but there is no evidence to show how long they are capable of withstanding 
competition under ordinary conditions with other micro-organisms in the soil u ". 

I he disease is especially favoured by mild winter conditions, and is appreciably 
checked during periods of dry or frosty weather <*• '*• 27 >. The minimum, 

optimum, and maximum temperatures for the growth of the fungus are o ', 15 to 
20°, and 30° C. respectively. While both acid and alkaline conditions of the soil 
can be tolerated, growth is best under an acid reaction of pH 5 5 (23> 28 There is 
no definite correlation between soil-texture and incidence of disease <IS - ,6 \ hut 
some have observed the trouble to be more prevalent on permeable and chalk 
soils than on heavy land (2I) . 

The most important method for the control of clover rot lies in the lengthening 
of the rotation over a period that will ensure the decay of the long-lived sclerotia 
and clover debris in the soil, and an interval of from eight to twelve years has proved 

nn» to U.. . 1 _ . I r at a a - a r . t' t U ihl 1 
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mem can he ohtained by rolling and consolidating the ground, l-urther, since the 
disease is prone to appear when growth is dense and encouraging to high humidity 

autumTrnomh ^ ** * ft *’> ^eep-graaing.^eciallv during 
autumn months, a practice which also helps in trampling down and consolidating 

the ground Excessive use of nitrogenous manures should he avoided, and lime. 

potash, and phosphates applied to induce strong growth iil . The disease is apt 

to he more prevalent when the crop is sown among oats rather than rye, and it is 

the experience of some farmers that clover rot is especially liable to break out when 

clover is sown among wheat which has followed beans In the rotation 

interval sainfoin, trefoil, alsike, or white clover, owing to their infrequent suscepti- 

b.lit , may be grown alone or with Italian rye-grass, and peas may also be grown '" 

Sclcm,la ,n ,h * S 1 H ‘ I are Primarily responsible for initial infections, deep 
ploughing ,s recommended, as sclerotia do not produce apothecia at depths of 

amone '"V ?'! V '* that is presence of sclerotia 

with iron C Vf “ Tm V de . VISed for ,hclr ellmina,ion is «<> mix the seed sample 
« th iron powder, which by virtue of adhering only to the sclerotia may he extracted 

by n dectro-magne, ; or the mixture of seed and sclerotia may beshaken up in 
defective . 80lu ‘ ,On ° f’ 0,ass,um in which both sclerotia and 

sink he „ T A V T faCe and Ca " bc tkim ™ d o ff ' while the good seeds 
sink , the latter should then he- washed and dried quickly ««» 

consaamtSi% r r! UC H ° n in ,h ; incidcnce of Cl0ver ro( ha * been attained by 
“est sui ed to a n" ’ v .“‘‘’P" 0 " ° f var,e, ' es of d °™ which have proved to be 
cen ibhMh,lV P f f e " V , lr0n J mcnt ; f °rcign varieties appear to be more sus- 
art h ! “It 1P ' “ ■ BreedinK ex P erimcn ts on resistance to clover 

ra«s theVarlS S d,ffi ' ul,,es ' sud > as 'he appearance of new physiologic 
In rtiff .V r d 8 ? S 0f P a,h °S eniclt y exhibited by certain races of the parasite 

mittingThe mm rilTi " T**, ° f '!**"*•. a "“ »>e difficulty ofsX 
P . tcrial to a sufficiently severe form of infection (,,a - '«». * 7 ). 

:: *-"'*• *-• «*■ ■» 

3- Anon.: 1936. Minis. Agric. Adv. Lit . 266. 

4- Bjorlm R . K.: ,939. Medd. Vox,*. Stock!,, xxvii, 24 PP . 

4 8 — , 942 /kid. xxxvii, 154 PP- 

: '■ ~ 
io 9 : £E5 

it WsZ;,r-*>■ *- ~*• * 

>5. Klemm, M.: ,93? 

-7.' Mann. H?H’• ^ 

,9 a. Z ,935 ’ IbUL «• 505- 

!942- Nord. Jordbr. Forshn. xxiv, 24. 
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Leaf Spot of Clover, Pseudopeziza trifolii (Fr.J*Fuckel. 

Leaf spot disease is very common wherever clover is cultivated, and in Britain 
early varieties of red clover appear to suffer more than the kinds which mature 
later It also attacks lucerne, and is often locally abundant on white clover, 
alsikc, trefoil, and crimson clover <«• *• <*>. In America, where it is considered to 
cause more serious economic losses on red clover than in Britain, it has a wide 
geographical range, especially in the Northern States and in Canada ; the disease 
is also recorded from Russia, Italy, Belgium, Germany, and South Africa *• *K 
I he spots on the leaves are variable in size and colour and may range from tiny 
specks up to 2 to 3 mm. in diameter. They may appear at one or both leaf surfaces, 
and quite commonly at exactly opposite points on the leaf, as spots of a dark- 
reddish, purple, drab-olive, or black colour (Fig. 231). A characteristic feature 
is the irregular fringe-like margin of the spotted area seen when the leaf is examined 
by transmitted light, but this feature may be absent if the weather has been dry 
for any length of time. The spots are practically confined to the leaves, but some¬ 
times small, elongated dark streaks may also be seen on the leaf petioles and less 
frequently on the stems. On the spots, after a rainy period or in moist weather, 
tiny amber-colourcd discs raised slightly above the level of the leaf epidermis 
appear, which arc the apothccial fructifications of the fungus causing this disease. 

I he organism causing leaf-spot disease of clover was first described in 1816 as 
^scobo/us trifolii , but with the creation of the genus Pseudopeziza in 1869 the fungus 
was called P. trifolii (Fr.) Fuckel. So far as is known, no pycnidial or conidial stage is 
developed ; the small, jelly-like crumpcnt apothccia contain a dense hymenium of asci 
and paraphyscs (Fig. 41) ; the ascospores arc unicellular, ovoid, 10 to 15 by 4 to 6 ft 
in diameter. 

• 

The disease is favoured by wet weather in the autumn, and is severe under 
cool, humid conditions when growth is luxuriant. The fungus over-winters on 
affected leaves which have managed to escape complete decay, and from a renewal 
of spore production from the apothccia on them, fresh discharges of ascospores 
bring about primary infections, and newly infected leaves in turn produce their 
apothecia and spores <G> . 

Early infections within the leaves arc laid down here and there within the 
sub-stomatal cavities, and take the form of small coils of mycelium in which the 
hyphae, travelling both intra- and intercellularly, consist of uninucleate cells, but 
those of the ascogonial coils developed below the stomata are multinucleate, and 
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it is in these situations that the apothecia 
arise. From apothecial initials arising at one 
or other side of the leaf, one or more ascogonial 
branches may travel directly across the meso- 
phyll towards sub-stomatal cavities on the 
opposite side to give rise again to apothecia, 
a process which may account for the frequent 
occurrence of groups of apothecia on both 
sides of a leaf, at the same spot. During 
their development the young apothecia become 
delimited from the surrounding and disin¬ 
tegrated leaf tissues by the formation of much 
black pigment which gives the spots their 
colour, and towards maturity the fungal cells 
of the sub-hymenium increase considerably in 
bulk so that the apothecia are raised up, the 
ups of the asci and paraphyses impinging 
closely against the leaf epidermis, which is 

hna ly broken through for spore discharge - - -.. 

i. m* “ 

are less susceptible to it than Italian FrenrY ’ < , ^ f dlum - and Bohemian 

is no evidence that the dis^ 2 ^^ ? **** There 

*: a?: , 'r 't w a *‘ • Mm - ,,# - 

4. Mo««, I.: eZ': lit": *,% Sor - 5 ° 7 ' 

5; S, T „ n . K.. /WW, B ll 

Liguwes. * • ' 94 '- D,ieaut “/ British Crussses and Herbage 

7 - Williams, R. D. : ,927. I Vetsh Plan, Breeding S,n. B,,„. 7 . 
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I kj. spot of white clover 

(Pteudopesiza Iri/.dii). The symp¬ 
toms on a leaf of white clover 
IP. w by Sampson & Western 
U,senses aj British Crosses and //,,/,- 
one Leunnies) (see Fijf. 41) 


v io!et Root Rot of Clover, Helicobasidium purpureum Pat . 

creeping overThelsatpam of,“e"s h d ^Tnd h ^° U h r °\ "" , fun8al ni - vce,ium 
w.de range of hosts. These include many of econonur" °" g eC " kn °" n 0n a 
lucerne, trefoil, black medick. mangold bee, nota o ' ^ 6 ' e * C,0Ver ' 

sea-kale, carrot, strawberry; ornamental’ olanrs P °1 cc,cr y. asparagus, shallot, 
trees, e.g. sitka spruce, sycamore; and several wefds^e^’ PH t™’ Cr ° CUS : some 

first record of its occurence"o^cloveTin* BriSn^v Eur ° pe and Amcr| ca. The 

~• 1 ; 

a S'ekly, yellow colour, wil, and die ; in the 
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Fig. 232.—Violet root rot of clover (Helicobasidium 
purpurtum). Red clover showing the fructifi¬ 
cations of H. purpurtum on petioles and stems, 
at ground-level, and infection cushions of 
Rhizoctonia crocorum on the tap root (photo 
by Buddin & Wakefield, Tram. Brit. Myc. 

Soc .) 

new adventitious roots are developed from 
disease. 


many petioles and stipules are of a 
bright red colour, while the leaf 
blades remain pale green or yellow. 
A closer examination shows that many 
of the affected plants are already 
covered at the base with the charac¬ 
teristic coloured mycelium of the 
fungus causing this disease (Fig. 232). 
Hut the trouble is essentially a root 
rot, and if affected plants are dug 
up, the purple mycelium, tinged with 
white at its advancing margin, may 
be seen just above and below soil- 
level, closely investing the roots, and 
even covering the soil, stones, and 
plant debris in the near vicinity. On 
the surface of the root the fungus 
gives rise to small aggregations of my¬ 
celium known as ‘ infection cushions , 
and to minute black sclerotia by 
means of which the fungus survives 
for long periods in the soil. 

In severe infections of clover, the 
root system becomes dark-coloured, 
soft, and rotten, and with the collapse 
of the shoots the latter soon become 
covered over with mycelium, and the 
plants are killed. In cases of lighter 
infection, however, plants may often 
recover if, by stimulation of growth, 
the crown to replace those lost through 


The fungus of violet root rot has long been familiar merely as the co ouret. ^ 

mycelium called Rhizoctonia violacea, later changed to R. crocorum ; the per ect s a • 
Basidiomycctc, first described under the name llypochnus purpureus, was placet, ,n 1 ( ' 

in a new genus, Helicobasidium, on account of the characteristic way the J >asl r J' a ^gjjjal 
like a crosier, the new combination being styled //. purpurtum (Fig- 2 33 )* c . an j 
fructifications bear little resemblance to any type of sporophore in the higher ung• ^ 

consist merely of ill-defined, spreading mats of felted hyphae, purplish like t \e y NV j 10 | e 


mycelium and paler around the margin where growth and extensions occur, amon 
body, however, changing with age and finally, after drying out, acquiring a ra c j 

colour. The hymenium consists of a diffused layer of curved basidia whic are ^ 

into 2 to 4 cells, from each of which a single sterigma bearing a basidiosporc ar . ^ 
usually only 2 or 3 sterigmata are developed ; the latter are 10 to 15 up to 3 > M. as jjj 0 - 
35 to 4-0/2 wide at the base, and the hyaline, ovate, usually somewhat rem or .• uc l ea te 
spores vary from 10 to 12 (to 15) by 6 to 7/x ; the spores at maturity are usua . 
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(Fig- 233 A, b, c). These fructifications are of brief duration, hut may often be seen from 
the end of March till the close of May if warm, moist conditions prevail during this 
period <*>. 

Growth in artificial culture may be started from mycelium, infection cushions, mass 
inoculation by basidiospores, or from the minute black sclerotia, on a variety of media. 
The slow-growing mycelium, at first colourless, but soon changing to violet, consists of 
slender, septated hyphae, 4 to 6/t wide, which branch and interweave to form a matted 
mycelium. There are several strains of the organism, and some of these produce, but 
only in culture (r ig. 233 d ), tufts of unbranched conidiophores 25 to 35 bv 4 5 to 5 5 /i, 
bearing conidia which are usually globose, from 10 to ifi ,i in diameter, but sometimes 
elliptical or ovate, from 10 to 18 by 9 u> i Sf i: the conidia arc binueleate (Fig. 233 f) <-• 
Growth is favoured at room temperatures up to 25 U., but bevond this degree progress 


\ n 


Him 






O c 



mi 




'S0.0 , 

11” it 


O ^ 

I/?/ 

j -- 


C , H 


o 



Q 


OXcr 

o°o. 



,Oo 

V Or 

°G M 


F, ° P^ oTC- r7 h0rC T* H '— »<» 

fonn (ToW™), a, developed in purecutle.a a C ° nidial 

conidial layer of pustule; b, isolated conidiophores ( x 500) £ corner'? = ** p0rl,On of 

{ U’" Ca * ,r ,? ,n > < * SCO). F. conidia showing mo nuclei G conidia fo™ d 7 ' C , U '""* 
not in definite pustules (Urtica strain! ( , n °. ,a formed in old cultures. 

(-bout 350,. p / ( Litst: < of ‘ T ; ,b r ,,,ina ' ^ 

( x soo) (after Buddin & Wakefield, Trans. Brit. Myc. So?.) ” ( ° f mangold s*™”) 


470 


SELECTED DISEASES 


PT. II 


is soon checked because of early staling of the medium In old cultures, bodies 
resembling sclerotia may be seen as the medium dries out ; the perfect Helicobasidium- 
stage has not been produced in artificial cultures. Very little appears to be known about 
the existence of conidia under natural conditions, and of the possible role of conidia and 
basidiospores in natural infections. Artificial inoculations have been successfully per¬ 
formed with certain strains of Rhizoctonia, with pieces of the infective cushions, and in 
a few instances with Helicobasidium spore cultures *«. 


Survival of the fungus is effected by the sclerotia, and probably by resting 
mycelium, left behind in the soil after the death of the host tissues. By virtue of 
the infection cushions developed on the surface of the roots, the fungus is apparently 
capable of penetrating the cork layers of the root (ll) , in the same way as it attacks 
the potato, through the suberised skin of the tuber ,8) . In another investigation 
of the mode of penetration of the potato tuber by the same fungus, it is stated that 
the investing hyphae enter the tender epidermal cells of young buds on the tuber, 
or young apices of the growing sprouts, and that root infection occurs by hyphal 
penetration between epidermal cells <6 '. 

As above stated, the fungus is extremely slow of growth in culture and the 
same applies to its development within the host. Young plants grown from seeds 
of red clover sown in sterilised soil in July, after being inoculated by applying a 
pure culture of the fungus to the roots on 3rd September, showed many of the 
plants by nth April typically attacked by violet root rot, and infection cushions 


were observed both on the tap roots and on some of the lateral roots 

A high degree of humidity is necessary for the progress of this disease in the 
field, but a sandy, well-aerated soil is more favourable than a heavy soil, though a 
certain degree of moisture must always be present to maintain the delicate mycelium 
in growth on soil and plant debris. The organism survives from season to season 
in the soil as sclerotia, and probably persists also for variable periods practically 
all the year round on one or other of its numerous weed hosts, but whether 
as sclerotia, resting mycelium, or spores is not known. Some strains of the 
organism, from different hosts, vary considerably in virulence, while others 
appear to be non-pathogenic or only feebly parasitic on clovers, but their existence 
on common weeds of cultivation must always be considered a menace to clover 


crops 


O) 


Owing to the wide occurrence of the fungus of violet root rot on so many hosts, 
and the persistence of the sclerotia over undetermined periods in the soil, its 
eradication is obviously very difficult. Fortunately, the disease is not serious in 
Britain, and long rotations with non-susceptible crops will help to starve t c 
organism out of the soil. 


1. Buddin, W., and Wakefield, E. M. : 1924. Ann. App. Biot, xi, 292. 

2. — — 1927- Tram. Brit. Myc. Soc. xii, 116. 

3. — — 1929. Ibid, xiv, 97. 

4. Eriksson, J. : 1912. Fungoid Diseases of Agric. Plants, London. 
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9. Peyronel, B. : 1939- Nuovo G. bot. Ital. V.S. xlvi, 146. 


ch. xi PASTURE AND FORAGE CROPS 

10. Sampson, K., and Western, J. H.: 1941. Diseases of Hrilith (trasses and Herbage 

legumes. 

11. Ware, W. M.: 1923. J. Minis. Agric. xxx, 48. 
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Clover Scorch, Kabatiella caulivora (Kirchn.) Karak. 

4 Scorch ’ disease attacks mainly red clover, though alsike, white, and shaftal 
clovers may be artificially infected It is responsible for a considerable loss of 
leafy shoots and, by attacking the stalks of the flower-heads, interferes greatly with 
seed production. The disease is fairly common in Britain, especially in the wetter, 
seed-growing districts in the west. It occurs in many parts of Europe "• 4 - 7I , 

in Canada, and the northern areas of the United States where it is apparently 
more harmful than in other parts “• M . 

The disease causes a blackening and breaking of the stems and withering of 
the leaves, and affected clover fields as a whole appear as if scorched ; injured 
leaves soon wilt, become dry and brown but may still remain attached to the 
plant (Fig. 234). Fresh shoots which are developed prematurely to replace those 
lost through disease are also in turn attacked and destroyed. Sometimes when a 
second cut of the crop has become established it may suffer even more severely 
than the first < 6 \ Farm crops of clover are sometimes infected in the first seedling 
year but in general the disease attacks the plants in the first harvest year <*\ 

First symptoms of scorch on the stems consist of small, elongated, ellipsoid, 
light-brown spots with a rather wide, dark-brown or black margin, and may later 
vary in length from J to 3 inches, or more. They are sunken and shallow at first, 
but may soon become quite deep so as to penetrate into the central cavity of the 
stem, and as these lesions become dry, the sides tend to roll inwards and the slits 
open wider. Frequently-only a part of the stem may thus be dcstroved on one 
side, but sometimes the entire stem may be completely girdled by a more shallow 
depression, with the result that the stem collapses to the ground and all leaves and 
shoots above the lesion are killed. Similar lesions develop on the petioles, and as 
these arc generally of the girdling 
type the leaflets hang limply and 
wither for lack of water; occasionally 
such girdling lesions may be seen 
on the short stalks of individual 
leaflets (Fig. 235) «•>. Spots on the 
leaves are dark-coloured and are 
clearly defined on both surfaces. 

Lesions which occur on the stalks of 
the flower-heads interfere greatly 
with the development of the flowers 
and seed production ,8) . 



Scorch is caused by Kabatiella —*— 

caulivora (Mclanconiales). Sporulation I ' ,G - -34 —Clover scorch ( Kabatiella caulivora). 
from small white pustules is profuse on (phol ° b >’ 
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all lesions. Unicellular, oblong, slightly 
curved conidia arc borne in clusters of 3 or 
more at the ends of broad, blunt conidio- 
phores. The conidia arc hyaline and 
measure from 8 to 24 by 2 5 to 4 5 /x 
(average, 14-6 by 3-5/4) *«>. In cultures, 
smaller-sized spores within pycnidia have 
been observed, but neither these nor a 
perfect stage in the life-history of this 
organism has so far appeared under natural 
conditions '*• 7I . Growth in culture pro¬ 
duces colonies of a slimy consistency, the 
cardinal temperatures for growth of the 
mycelium and germination of the spores 
being 4', 20 ’, and 28° C . i7> 

The fungus remains alive in infected 
leaves in the field during the winter, and 
is believed also to be capable of surviving in the soil ,7) . While there is no evidence 
that the disease can be carried on the seed, it has been shown experimentally that 
conidia may survive on dry seed for at least eighteen months and are capable of 
infecting the cotyledons and first leaves of the seedlings u> . Hut infected leaf 
stalks bearing spores have been collected in the open as late as December 14 \ and 
the fungus was found to tolerate temperatures considerably below freezing 
point (7 ’. The spores from the over-wintered leaf stalks infect neighbouring 
plants and young seedlings. Inoculations of young shoots by spraying them with 
a spore suspension showed that the fungus travelled for some distance between 
cuticle and epidermis before passing in between the deeper cells which soon 
developed browned walls and blackened contents. The mycelium is scanty until 
the host tissues are destroyed, when coarse strands arc formed, which eventually 
give rise almost directly to the widely dilated conidiophores already mentioned, 
so that no stroma is developed, the broad conidiophores running more or less 
parallel with the epidermis before finally breaking through to the surface (/ . 
no setae are formed Ml . 

The disease is favoured by humid conditions such as prevail when the crop is 
too densely grown. In certain areas it breaks out periodically after years of absence 
and appears to be stimulated by wide fluctuations of temperature, with moc crate 
but frequent rainfall . 

Different strains of red clover vary in their degree of resistance to score . " 

general, Italian and French, and English Broad Red clovers suffer severe >, " 11 
Early Vale of Clwyd, English Late, Montgomery, and Cornish Marl are not s 
heavily attacked, and the most promising method of control lies in a sc cction 
new strains, showing still greater resistance <s *. More distant planting, mo "‘ .*j 
and rotations, or mixing with resistant or immune types such as alsikc ant " 11 
clover, will help to reduce the amount of disease 17 '. 

1 . Ilaudys, K. *. 1924 . Oehrana Rostlin. v, 1 . 

2 . Goidinich, G. : 1935- C. ^cad. Lincei, xxii, 354- 



Fig. 235.—Clover scorch. Stalks of the three 
leaflets of a leaf of red clover; two arc 
attacked by K. cnuUrara ; the third is free 
from disease (photo by Ware). Inset, an 
acervulus of the fungus on red clover (photo 
by Sampson, Trans, /frit. Myr. Sac.) 
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Choke Disease of Grasses, Epic/i/ue typhina (Fr.) It. 

This disease, which affects the development of the panicle or inflorescence, is 
very common on many kinds of hedgerow and pasture grasses in Britain. It is 
not found outside the Gramineae and seldom occurs on cereals, hut in 1921 it was 
reported in the Soviet Union of Russia on wheat and rye as well as on pasture 
grasses ,4 '; it is not common in America. While it has been reported in some 
years and localities to cause considerable damage to certain kinds of pastures it 
does not usually reduce the amount of herbage, and appears to do little harm to 
pastures generally. Its economic importance lies chiefly in that, by destroying 
the panicles before seed formation in some types of grasses, and in others by 
establishing infection of the seed itself, it affects adversely crops cultivated for 
seed production '*• 6) . 

The disease stifles the development of the panicle, ‘ choking ’ it while still 
enclosed in the leaf sheath, and generally preventing its emergence. But its effect 
is not the same on all grasses. In some types investigated, namely cocksfoot 
(Dactylis glome rata) and red fescue ( Fcstuca rubra), the disease in cocksfoot entirely 
inhibits the emergence of infected panicles from the sheath, so that no seed is 
formed (Fig. 236 b), but in the case of fescue, in which infected panicles are not 
prevented from emerging, all grades of infection of the inflorescence may be found 
(Fig. 236 c), from stages where the panicles have, by rapid growth, entirely out¬ 
paced infection travelling up the stem, the panicles remaining fertile, to the other 
extreme where infection has all the time kept pace with host development, infection 
being found in all parts of the flower, seed included. Infection in fescue, and prob¬ 
ably in many other grasses susceptible to ‘ choke \ is therefore systemic, cul¬ 
minating in the production of infected seed which transmits the disease 7 ‘. 
But in all cases infection resides within the host, the fungus perennating in the 
rhizome and vegetative organs, in which it may remain latent for variable periods 
before reproduction. In perennial grasses, like cocksfoot, the disease appears to 
spread exclusively by vegetative propagation of the plant, while in others, like 
fescue, transmission by infected seed appears to be the rule. An instance is re- 
corded of a single plant of cocksfoot supplying, when broken up, 287 propagants, 
all of which, with one exception, produced the disease in the following season <*> 

‘ Choke * is caused by the Pyrenomycete Epichloe typinna. Conidial and peri- 
hecial fructifications are formed, in sequence, on the same stroma on the surface of 
. e ,ea * sbeath; and although the fungus is perennial within the host, the reproduct¬ 
ive phase lasts only for about three months, and only during this period can the 
disease be detected by the casual observer in the field (Fig. 236). 

Infected plants of cocksfoot, from May to July, are seen to be well distributed 


236. C ’boko (/-'/»/« him lyplumi). . /. the conulial staife on . tgr-pyron refunt. It. the l'" ll,ia M 
slam- on IiiulyIn ulommitn. C, on Fnliua ruhni ; note partial development of the inflorescence 
on the specimen on extreme richt. I). on llulfiis mullis ; note the extrusion of an 
in florescence, a common feature of the infection in this crass. on hiwki < 

photo by Sampson ; I). E. by Walton* 
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throughout the field. The infection is not usually visible on this host during its 
first harvest year, and even during the second year of growth sonic panicles arc 
not prevented from producing viable seeds, but by the third year the disease has 
got such a hold on the plant that infected panicles are entirely suppressed. It is 
clear, therefore, that infection remains latent within the host for several years, no 
external symptoms of disease appearing, until the plant presumably has reached 
a certain state of maturity (6) . It is very unusual for cocksfoot to extrude an 
infected inflorescence, and when on rare occasions infected plants of this host 
produce panicles in the same manner as healthy plants, the inflorescences are 
(with very few exceptions) normal and healthy, producing sound seed. The 
first external sign of infection consists of a delicate white mycelium covering more 
or less completely the entire leaf-sheath of a young tiller, and if the shoot is severed 
in this region the mycelium is seen to clog all the parts like a packing of fine wool 
within which the axis of the suppressed panicle has been trapped (Fig. 237). The 
young panicle failing to emerge degenerates within its sheath. In red fescue, 
however, and more rarely in other species, the panicle is usually extruded only to 
be covered with white mycelium, the same as on the leaf sheath. The external 
mycelium in all cases forms a compact, white, smooth, and waxy stroma on which 
conidia arc developed first (Fig. 237) and perithecia after (Fig. 238). The first 
appearance of the conidia on the leaf sheath usually coincides with the exsertion of 
panicles on healthy plants. 

The conidia, arising on fine, undifferentiated hvphae, are small, elliptic, and hyaline, 
from 4 to 5 by 3 /t in diameter. With the disappearance of the conidia the same stroma 
increases in thickness, turns yellow and then orange, and develops a large number of 
sunken, densely aggregated perithecia, each furnished with a papillate ostiole. Each 
pcrithecium is closely filled with long, somewhat curved, club-shaped asci ; each ascus is 
.Pored, with filiform, multiseptatc ascospores about 2/x in diameter, almost as lone as 
the ascus (Figs. 42 c, 237, 238). 


I he fungus grows well on a variety of media '*• «> and goes through the whole 
cycle, producing conidia and perithecia, but the latter fail to produce ascospores. 
Conidia collected from Glyceria urn-ala in Michigan in the Autumn of 1928 were 
viable for i° to 14 days and apparently functioned as soon as they were exposed, from 
the sheath ; they were observed to germinate in 15 to 18 hours, at 18° to 21° C 
but light retarded their growth The production of perithecia on the natural 
host is highly variable and appears to be influenced in part by the type of host and 
in part probably by particular strains of the fungus, for there is evidence that the 
disease ,s not biologically identical on all its hosts <». Thus, it is characteristic 
ot the fungus on cocksfoot to produce perithecia in abundance but on red fescue 
these fructifications are comparatively rare ; and we have seen that while red 

s ml| P 7 r T' Y Plan,i " 8 ° f infeC,Cd Seed ' emission in cocksfoot 
rar™ M ° m ,nfCC ' ed propagan,s ' seed in f«tion in this plant being exceedingly 

marL h tX g L77 id ?v, an t a 7° S r rCS germina,e easi| y in artificial culture, it is re- 

comnte l fe ' rl f^ ^ ‘"T* '° be Capable of ^producing the 

complete life-cycle of the parasite on any of its host plants. Since the conidia are 
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produced in great profusion at the time of flowering, it might be thought that 
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direct infection of the flowers might possibly take place at that time, but this, 
seemingly, does not occur. Moreover, Epichloc typhina matures its ascospores so 
early (in cocksfoot they are ready for discharge at end of June, about a month 
after the first appearance of conidia) that these spores, too, might be expected 
to infect the flowers ; but there is no definite evidence that the panicles are directly 


FlG. 237 .—Epich/ot typhina. A, transverse section of timothy-grass, Phletim prat erne. sh ^ f|> . 
conidial stage on the exterior of leaf sheath, the fungal stroma lifting the cuticle (diag.). * Q j t 
formation of the branched conidiophores from the stroma. C, the mycelium >r V 
between the epidermal cells and through the cuticle. D, the conidiophores and coni 1. • 
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infected in this way, and healthy plants growing together with infected ones have 
not been seen to contract the disease Grasses in general are, of course, exceed¬ 
ingly variable with regard to the period of flowering and duration of anthesis, and 
the opportunity for infection at time of pollination, though brief, may vet be long 
enough to set up primary infections in the field. Though the perithecial stromata 
of Epichloe appear to be ill-adapted for over-wintering of the fungus (the asco- 



F,G ' ^:Z' Ep i Ch ' 0e Transverse section of cocksfoot, Daclvlis . . 

penthcaal stage ; top. details of the perithecia, showing lone narrow , sh ° U ,n K 1 
ascosporcs (see also Fig. 42 c) 8 8 arro " asc « needle-shap. 
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spores, in fact, being found not to be viable the following spring), it is suggested 
that since they mature during the summer they might sometimes infect the tillering 
buds at that time. If this is the case, mycelium probably remains dormant in these 
buds to produce the primary infections in the following spring <«>. Further 
information about the mode of initial infections with E. typhina is awaited with 
interest. 

The fungus is present in all parts of the vegetative host except the roots, and 
in all parts of the flowers. It occurs at all seasons in tiller buds, leaf blades, leaf 
sheaths, root-stocks, and may be found in creeping stems and bulbils of susceptible 
grasses possessing these diverse habits of growth (Fig. 96 ) li) . The mycelium within 
the plant is not easy to detect as it consists of uniformly narrow hyphac (1 to 2 n in 
diameter) which run their course for considerable distances in the host without 
branching, and cross-septa are infrequent. It is mainly intercellular in all tissues 
and, when it comes to the surface for stroma-building, it wedges apart epidermal 
cells, and may also be found at that time inside parenchymatous cells and xylem 
vessels. 

In such a type as red fescue, where the fungus finally enters the seed (Figs. 96 c, 
239), the mycelium can be found in the pith of the inflorescence axis, thence passing 
into all parts of the flowers, penetrating the rachilla, glumes and pales, filaments 
and anthers, and all parts of the ovary, even the branches of the style <J) . But all 
degrees of flower-infection are met with, thus stamens may be so badly diseased 
that no pollen is formed, or infection may only be present in the anther-wall 
leaving the pollen normal, and in other cases bits of mycelium and pollen mother- 
cells in active division may reside together in the same pollen-sac. The ovaries, 
too, may be similarly affected in greater or lesser degree. In the ovary the mycelium 
occurs mostly between nuccllus and integuments ; in mature grains it is chiefly 
outside the aleurone layer, around the embryo, and may also penetrate the 
endosperm (Fig. 96 c). 

The above histological details have been established in connection with the 
systemic infection of red fescue. From planting of infected seed, infection is 



FlC. 239 .—Epichloe typhina. A, mycelium in the coleoptile of a seedling of red fescue. B, the 
mycelium in the seed of same (photos by Sampson ; A. Trans. Brit. Myc. Soc.) 
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believed to start during germination, from intraseminal mycelium lying near the 
embryo, and invasion is very complete even in plants which may show no signs 
of the fungus externally. In this host, therefore, the female parent is naturally 
the one to transmit the disease, but since the pollen may also become contaminated 
with the fungus whilst in the anther, it is not impossible that infection may be 
carried to the ovary at pollination, but this unusual procedure in plant infection 
has not been established here (J) . 

Little is known so far about the control of choke disease of grasses, but the 
production of healthy seed appears to be the first need. 


1. Benedict, D. M.: 1929. Mich. Acad. Sci. Am & Leu. ix. 47 . 

2. Carruthers, W. : 1903. J. Roy. Agric. Soc. Ixiv, 302. 
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5 - Western, J. H. : 1939- Rpt. Minis. Agric. R ff . Council. 
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7. Wernham, C. C.: 194*- Phytopath, xxxii, 1093. 


Diseases of Turf, Calonectria graminicola Wollcnw • 

Corlicwm fuciforme (Berk.) Wakef. ; Sderotinia homoecarpa F. T. Bennett 

Grass seedlings, and various grasses which compose turf under intensive 

management on golf courses, lawns, sports greens, etc., arc often attacked by 

various fungi, rhe commonest of these are Calonectria graminicola, an Ascomycete 

of the group Hypocreales, better known in its conidial stage as Fusarium nivale 

in its relation to the disease on grasses called 1 fusarium patch disease ' or ‘ snow 

m °^, ; C -° rt,c,um fuaforme, a Bas.d.omycete, causing ‘ corticium disease ' or 

red thread ; and Sclerotmia homoecarpa, an Ascomycete (which rarely fruits 

L n Tk causing ' dollar S P°' ’ disease. There are numerous other fungi', 

resD0 P ns°ible fo^h ny . UnC °?? eCled "* ,h fungal organisms, which are also 

responsible for the deterioration of managed ’ turf (,0 »- «J. «*. <8> 


Snow Mould, Calonectria graminicola Wollenw. 

Snow mould of turf, so called from the white cottony masses of mycelium 

StvneTIf- CS Ste f m f ° f grasses a,,acked b y Fusarium nivale, occurs on 

grasses In 'T’ “ **? °" C ° mmon ,urf consis,| ng of indigenous 

grasses. I n Britain this disease may be seen from May onwards, numerous in 

The < sam°f CUmng i about Se P ,ember . but is not confined to this period tu. »> 

1 he same fungus also causes a pre-emergence blight, a root rot and liL ^ i ’ 

ead blight of cereals. It is well known in Europe is.’i6) in t h e noTthe^ 
parts of the United States, and in Canada <>. *>. ’ ° lhe n ° rthern 

T he disease appears in small circular patches which varv from c 

penny to areas of a foot or more in diameter, showing broum dead o dv.^t * 
>n the centre, and extending in a yellowish border around In old natrhl 8 
shoots may pierce the centre of the browner area and extend by gmwth soTaf 
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sometimes annular patches of the disease are found. The annual meadow grass 
(Poa annua) appears to be the worst attacked, followed by creeping-bent (Agrostis 
stolonifera) and the fescues, Festuca rubra and F. ovina. 


Under damp conditions the mycelium of F. niva/e may be seen developing on the leaves 
and spreading from blade to blade, forming patches of a faint pink colour. The salmon 
or salmon-orange conidia arise in sporodochia, and finally become rufous in colour ; they 
are sickle-shaped, 1- to 5-septate, but mostly 3-septate, 22 5 to 25 5 by 3 25 to 41 fx (, \ 
averaging 23 6 by 3-5 /x ; there are no chlamydospores ‘ ,l . Perithecia of Calonectria, 
found on cereals, are sunken, free or gregarious, spherical, dark brown, 160 to 300 fi in 
diameter ; asci numerous and spindle-shaped are 50 to 60 fx in length, with long 
paraphyscs ; ascospores biseriate, fusoid, 1- to 3-septate measure from 12 5 to 16 by 
2-8 to 3-5 /x <•>. 


The fungus appears to survive the winter as dark-brown mycelium embedded 
in grass residues, and is capable of withstanding very low temperatures, as low 
as -20’ C. <2> . The optimum temperature for growth of the fungus in Britain is 
between 20 and 21 0 C., with little growth at 32-5°. In temperature relations as 
well as in size of conidia, strains of this fungus on the Continent arc clearly different 
from the British strain and appear to tolerate much lower temperatures, a feature 
which seems to justify the name * snow mould * applied to this disease by Conti¬ 
nental authors who describe it on cereals covered over with snow. In artificial 
culture the pH limit for growth lies between 2 5 and 13 0, the optimum being 


between 6-5 and 6-9 ; the spores cease to grow below pH 5-2. 

It is generally observed that snow mould frequently follows upon intensive 
treatment of the turf with nitrogenous fertilisers which encourage soft growth, 
and manures rich in soluble phosphates and organic nitrogen applied in the 
autumn also favour the disease. It is recorded that bowling-greens on sea-marsh 
turf in Cumberland and Lancashire — where the turf exists under naturally alkaline 
conditions and low nitrogenous supply — are adversely affected when leaching of 
lime and treatment with unbalanced dressings are resorted to. Such changed 
conditions render the greens very liable to attacks of snow mould (J) . 

The development of aerial mycelium and spores is greatly favoured by a moist 
atmosphere, and closely matted grasses which retain moisture are very prone to 
develop the disease. In Britain, cultivated areas in the south arc more affecte 
than in the north, one reason perhaps being the need for heavier watering of t ic 
greens in hot weather owing to the higher prevailing temperatures in the sout 1. 
Greens surrounded by trees arc often severely attacked and old-established tur 
where soil action is poor is more liable to develop snow mould than nc\'I> 31 
grass (9) . . 

To check the disease, if the turf is very matted and fibrous, deep forking an 
use of the spiked roller are advisable. Long growth should not be left in t c 
autumn, and instead of forcing with manures the greens should be kept rat cr o $ 
the poor side in regard to management. Treatment with fungicides sue a. 
Bordeaux mixture (with malachite green), corrosive sublimate, or calomel is a s 
recommended. It is advisable to spray the whole green, preferably during n 
weather or in the evening, after the customary watering, using preferably a nap 
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sack sprayer; malachite green, added in a dilution of 1 in 20,000 parts, with 
Bordeaux mixture reduces the disease and at the same time increases the vigour 
of the grass 9 \ A distinct difference in susceptibility to snow mould has been 
found among various strains of Agrostis stolonifera, but little appears to be known 
about any other turf grasses except that in some localities Lolium per nine has 
showed marked resistance U5 \ 


Corticium Disease or Red Thread, Corticium fuciforme (Berk.) Wakef. 

‘ Corticium ’ or ‘ red thread ’ disease is also a common trouble of lawns and 
sports greens. In Britain it may be seen usually from September to October, but 
may occur earlier or later according to the season, and may persist if the winter is 
mild. Sometimes the disease lasts only for a few days to a few weeks, causing 
damage only to the leaf tips and resulting in a mere thinning-out of the turf without 
doing any permanent harm.Jwt at other times it is quite as serious as snow mould, 
persisting in patches which become brown, and later, bleached white as if killed 
by drought. 

Greens and lawns in which red fescue is dominant suffer severely from this 
disease, but other grasses, Agrostis tenuis , Pan annua, Lolium perenne , as well as 
Holcus mollis , Bromus mollis, and Agropyron repens , are also affected. 

Corticium fuciforme, the causal fungus, grows on the leaves in a very character¬ 
istic manner, producing from a fine mycelium, pink coral-like threads or spicules 
projecting more or less at right angles to the leaf, each " like a minute alga, about 
2 inch long when dry " ,6) . These spikes, formed near the tips of the dying leaves, 
are gelatinous at first but later become dry and brittle and arc easily detached. 
They consist of parallel, septated hyphae tinged pink, showing frequent ana¬ 
stomoses and clamp connections. Owing to their gelatinous nature they are 
frequently found to bind the blades and stems of grasses together and may so 
extend by vegetative growth as to spread the disease to other plants by contact. 

The fructifications of C. fuciforme consist of delicate gelatinous incrustations, here and 
there, on leaves and stalks of the host, forming a hymenium of slightly pink, clavate 
basidia with 2 to 4 stout, curved sterigmata, bearing pip-shaped (one-side depressed), 
hyaline, apiculatc basidiospores which measure from 11 to 12 5 by 5 to 6 fi <'»». 

The fungus exists in the turf in a more or less dormant condition ready to 
resume growth and to fructify when weather conditions are favourable. During 
periods of warm weather accompanied by heavy dews at night abundant mycelium 
is formed, but the fungus can also tolerate temperatures at, or just above freezing 
point, growth increasing, however, with rising temperature to a mean of about 
1 ° F ’ a " d ceasin K al about 8 5 ° F., so that, while the fungus is checked by summer 
heat and winter cold it survives practically throughout the whole year <s. ,2) . The 
hardened ‘ threads ’ or ‘ spicules * are highly resistant to desiccation and were 
iound to be still viable after being kept dry for over two years <">. 

The disease is reported to be frequent and severe in the southern parts of 
England on chalky or sandy soils, hut elsewhere in Britain it seems to occur on all 
types of sous (4> . 
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Corticium disease docs not appear to be influenced by any manurial treatment 
on the lines indicated above in connection with snow mould. Vigorous growth 
of the grass should be encouraged and the same spraying treatment with Bordeaux 
mixture and malachite green, as mentioned above, should be carried out before 
the disease appears (5) . The fine-leaved sheep’s fescue appears to be more resistant 
to this disease than the creeping red fescue (,l) . 


Dollar Spot,. Sc/erotinia homoeocarpa F. T. Bennett 

This disease of turf is also fairly common throughout Britain, especially during 
periods of mild weather in the autumn. Circular brown spots about 2 inches 
in diameter may develop separately or fuse together to form irregular patches 
which eventually turn white. The fungus Sclcrotinia homoeocarpa causing ' dollar 
spot ’ exists in a number of strains only, some of which produce the characteristic 
apothecia, which, however, are rarely found in nature. The mycelium consists of 
reddish-brown masses and the sclerotia are of variable size and texture. The 
apothecial hymenium consists of numerous asci containing hyaline, oblong- 
elliptical ascospores which measure from 16 to 17 by 5 2 to 6 5 n is) . 
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Chapter XII 

DISEASES OF POTATOES AND ROOT CROPS 


Black Leg of Potato, Bacterium phytophthorum (Appel) Burgwitz 

This bacterial disease causes a soft decay of the tubers and lower parts of the stem 
of the potato. It has been variously called ‘ black leg * «», ‘ basal stem rot * ««», 
and black stalk rot ’ ,2 *'. Though not usually serious or epidemic in the field, it 
may cause considerable losses in storage clamps. It occurs in most parts’of 
Europe, the.United States and Canada. In Britain, it is reported to be more 
troublesome in the northern than in the southern parts of the country *'». 

The disease usually breaks out at random in the crop, at any stage in the 
germination of the seed tuber, and plants may become affected up to a late period 
during the growing season. Affected plants may be detected by an unnatural 
stiff, stunted appearance of the haulms which arc not so pliant as the normal stems, 
and the branches tend to grow upright instead of spreading out in the usual manner! 
Moreover, the topmost leaves often shine with a bright metallic lustre and have 
the margins curling inwards <•’>. The plants soon turn a sickly, pale-green or 
yellow colour, wilt and die. At and below soil-level affected haulms are jet black 
in colour, but all the shoots of a plant are not necessarily diseased, though they 
often arc, and in many cases apparently healthy stems and infected ones may grow 
from the same tuber. If the soil around the blackened shoots is cleared away, 
the black discoloration is seen to be continuous right down to the old seed tuber 
Sometimes the disease may progress so rapidly that the young sprouts on the tuber 
are destroyed before they emerge out of the soil, or the seed tuber may not ter¬ 
minate at all, so that gaps arc left in the drills. Usuallv, however, black-leg disease 
begins to appear when the plants are about 6 to 8 inches high, but other plants 
may be almost full size before symptoms are visible. In the former case, when 

tXtCeinrnTl “ TV" T* agC ' ,he plan,s ma >’ P erish before *ny new 

have fnr™H ° h P ' u™ ! Cy 3re aUacked la,er - a ">’ new '"hers that may 

7™ “ sual y con,ract 'he disease through the « heel * end where they are 

to contract 'th *5 ' V? T' C " d a- ' hercfore - ,he first P art ° f 'he new tuber 

lustre Of the sk C rl 3 " d,S L COlora,ion or sometimes a grey metallic 
lustre of the skin may early be seen over this part of the affected tuber ' 

tuberm'av'rotTnl^'^’K 8 * rapid ' y P r ° RrC5S ' Ve and '"lire stools of 

tuners may rot in the soil, but this does not usuallv take place unless the soil is 

«.» in w„, bidly pi,. „ 
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sound when harvested may, especially if in¬ 
fected late in the season, harbour the disease 
at the heel end and, if such potatoes are placed 
in damp storage, decay sets in and the tubers 
become converted into a soft, watery mass 
from which bacteria ooze out to contamin¬ 
ate and infect sound tubers. Infection may 
take place either through wounds or abrasions 
in the skin, or fungal lesions, and perhaps 
through injuries caused by insects, or through 
lenticels. 

It is by no means certain how the disease is 
carried over from one season to the next. Seed 
tubers, unsuspected of harbouring the bacteria 
at time of planting, are believed to be one way 
of starting infection in the crop, for there is 
evidence that the causal bacteria are capable of surviving throughout the winter 
protected under the skin of the tuber. Apparently healthy tubers have been foun 
to produce as much as 10 per cent, or more infection, while tubers from disease 
plants when planted in clean soil seldom produced the trouble in the following 
season (,8) . But there is increasing evidence that the organism is able to live in 
the soil over winter, being highly resistant to extremes of temperature and desic¬ 
cation <**• ,5> ,6 ‘. Others state, however, that direct infection from contaminate 
soil occurs only in very heavily infested water-logged soils, the organisms being 
conveyed by drainage water from plant to plant. Ordinarily, however, the iscase 
does not extend throughout the crop in this way (,9> 20) . 



Fic. 240.— Black leg of potato ( Bac¬ 
terium phytophthorum). The disease 
in the tuber (photo by Foistcr 
& Noble) 


The bacterial organism causing black-leg disease of potato is Bacterium ph)t°' 
phthorum “>, but around its identity much controversy has, from time to time arisen • ■ * 
0. 11,10, »i, 2i. a«. 2»» Numerous other bacteria arc apparently also capable of causing 
rot of potato without, however, producing the identical symptoms of black leg set up 
this particular organism. It is a small, rod-shaped germ measuring from 13 ^ 

O' 9 /i, and is motile by pcritrichic flagella, non-sporing, Gram-negative, aero 1 
facultative anaerobic, gelatine liquefying and nitrate reducing ; it P r0 uccs 
greyish colonics on agar. 

Infection of healthy tubers in contaminated soil may take place, as a * rc ®^ S * a thc 
through wounds. During the germination of a seed tuber already in e . ^ 
bacteria, living mostly in the intercellular spaces of the superficial lheir 

tuber, multiply and pass into one or more of the growing sprouts, anc so 
way into the stems, where they collect for the most part in the , ^ terc ®f travel 
of the cortex. The enzymes liberated by the bacteria into the host tis s 
up the stem considerably in advance of the organisms themselves, anc 
of the secretions, especially on the vascular bundles, is to cause a brow stem 

tion in the walls of the lignified elements ; this effect may be seen w |j nc j e r. 

is cut across, the staining being more or less confined to the vascu ^ thc 

Beside their solvent action on the middle lamella, particular!) o 
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pith and cortex, causing a disintegration of these tissues and setting up a soft rot, 
the bacterial by-products are also responsible for causing a brown discoloration 
and morbid condition in the leaves, causing them to wilt and die (lo> . There is 
little doubt that the infection is systemic, for the browning can be traced right up 
to the growing apex of the shoot, and the discoloration extends all the way down 
the stem, forming longitudinal streaks corresponding in number and position to 
the location of the vascular bundles within. With greater exposure to the air, as 
by cutting open an affected stem or tuber, the infected tissues turn from brown to 
black, owing probably to the oxidation of the bacterial secretions (Fig. 240). A 
peculiar feature of diseased stems, which renders them more rigid than the stems of 
healthy haulms, is the greater development of fibrous tissue in the vicinity of the 
vascular cylinder and the increased amount of sclerotic cells in the cortex. There 
is also a greater deposit of protein crystals in the foliage leaves than in those of the 
healthy plant 1 2 (3) 4 5 6 * 8 * 10 . 

The organism attacks the host over a wide range of temperature, the optimum 
being about 26° C., but it can also withstand low temperatures, and, as stated above, 
is known to survive in the soil during an entire winter and to resist desiccation in 
artificially dried soil for eight months 11J ». The fact that the parasite is capable of 
thriving in water-logged soil shows that it can adapt itself to anaerobic conditions, 
but these same conditions react unfavourably on the tubers, for in the absence of 
free oxygen, wounded tubers arc unable to form cork to protect their wounds from 
infection, and this is one of the reasons why cut tubers planted in wet soil fall such 
easy prey to the disease (,J - *«• '*>. 

For the control of black leg disease, no seed should be saved from plants, how¬ 
ever lightly affected, for the least amount of infection in a tuber may be sufficient 
to start the trouble at planting. Tubers for seed should preferably not be cut 
unless duly exposed to the air so as to hasten suberisation. As a precaution against 
the conveyance of the bacteria in soil adherent to the tubers, it is recommended to 
steep the tubers for 1J hours in a solution of mercuric chloride (2 oz. per 25 gallons 
of water), or in formalin (1 pint in 30 gallons of water) for 2 hours. It must be 
borne in mind that good storage begins at digging time, and all reasonable care 
should be taken to avoid injuring the tubers in lifting or handling 
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Common Scab of Potato, Actinomyces scabies (Thaxt.) Glissow 

Common scab attacks the tubers of all kinds of potatoes, late as well as early 
varieties. Although the effect is largely superficial, tubers arc rendered unsightly 
and unacceptable for ‘ seed \ There is often considerable reduction in the yield, 
and the keeping qualities of the potato arc impaired in storage. 

The disease is widely distributed, and has been extensively studied in 
Britain <J7 *« 0> , Europe, and America lioii 0) . In Britain, six, more or less distinctive, 
types of the scab are recognised : superficial , a mere russeting or abrading of the skin; 
ordinary scab , the commonest form, showing concentric, wrinkled layers of the skin 
around a central depression ; pitted scab, deep depressions bordered by torn skin, 



Fic. 241.—Common scab of potato (Actinomyces scabies). Various types of lesions on the tub 
(photos of top three tubers by McKay ; two tubers below by Millard) 
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a severe and unsightly 
form, frequently infested 
with bacteria and various 
soil microfauna ,,3> 2,) , and 
in which the fissures or 
craters may become joined 
together during develop¬ 
ment ; stud scab, round 
swellings, with vertical 
sides ; tumulus scab , like 
the stud kind, but with 
sloping sides ; and pimple 
scab , of small, pimple-like 
growths (Fig. 241). In 
addition to any of these 
features, small nodules may 
be found on the roots and 
stolons, and browned areas 
may also occur on root¬ 
lets <*>. In the United 
States, only three types of 
scab are usually observed, 
common , deep, and russet, 
and as two or all three of 
these may be found on the 
same tuber, the differences 
are believed to be due to 
variable degrees of patho¬ 
genicity of the organism 
rather than to the mode 
of development of the 
lesion <*>. According to 
some observers, a particular type of scab appears to depend on the place of origin 
and the variety of ‘ seed features which are believed to modify the natural 
resistance of the tuber to the scab <«'•»>. It is further stated that different varieties 
of potatoes may be attacked by different forms or races of Actinomyces, and not 
nat each torm or race of the organism can cause a particular type of scab irrespective 
he potato variety “ 8 - «>. A certain degree of soil reaction is also said to account 

tubersT r 'T ° f f ab L ' lhuS ’ bcl0W S- 4 . G«en Mountain and Katahdin 
tubers showed exclusively the superficial type of scab (48) . 

ill-defined*prnu^ b ? CaUSCd 1 ! >y Acli " om > c " **&•. » member of the Actinomycetes, an 

from th d g r P sho "’ ln g characIer s common both to bacteria and fungi. Scraped off 

soon Hrie CC ° f 3 frCSh !** i0n ,hC ° r « anismS a PP« r as a white or greyish film which 

which are Z'Zdl" '° a ' rC ° nS ' S ' S ° f 3 maSS ° f sim P le or branched filaments 

intervals fit.ie is ° 5 “7 ** in diam<:,er ’ and stated a ‘ -regular 

ervals , lmle is known about the nature of the cell contents (Fig. 242). Whether 



Fic. 242.—Different species of Actinomyces ; note the sporing 
terminal portions (after Millard, Ann. .-*/>/>. Biol.) 
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simple or branched, there is a characteristic 
spiral twist at one end of a filament or branch, 
and sporulation is confined to this region. 
The spores, abstricted in succession at the 
apex, look more like segments of the fila¬ 
ments than organised spores (,l> , but at other 
times the segments cut off resemble conidia 
or resting spores, and probably these differ¬ 
ences are to be attributed to different strains 
of the organism ; no endospores are formed. 
The organisms are not easily stainable <2 «* 

In culture the colonies are usually very small, 
white or creamy, but very variable in colour, 
irregularly star-shaped, or filmy-diffused ; 
on a dextrose-nitrate medium good growth 
was obtained from 8° to 38° C., the optimum 
being about 22 0 C. ( * b> . The organism is 
strongly aerobic. The degree of relative 
humidity for best growth on nutrient agar 
is about 33 per cent, saturation, and a limit¬ 
ing acid reaction for spore germination lies 
near />!I 5-3, and a pH 8 5 is favourable for 
rapid germination of spores and general 
development. The spores are resistant to 
freezing for long periods without injur)'. 
All Actinomycctcs are tolerant of desicca¬ 
tion, as indicated by their abundance on dry 
straw, hay, and arid soil. 

The parasite, whether in the form of 
filaments or spores, attacks young tubers 
at very early stages of development, and 
infection continues as long as the tubers 
are (,8) 


Fig. 243 .—Actinomyces scabies. Cross-section 
of a portion of the wound cork lining the 
margin of a moderate-sized pitted scab. 

A, collapsed cells. B, Actinomyces threads 
in basal wall, C, of a cell. C, basal wall. 

I), wound cork meristem. E, thickened 
cell walls ( x 720) (after Powell Jones, 

Am. App. Biol.) are growing Indeed, the parade 

appears to have a preference for plants with a high degree of vitality •° • 
Penetration is by way of stomata or young lenticels and therefore occurs at t e 
apical, growing end of the tuber, but at other areas too if previous y 
wounded 26 * J3a) . Early signs of scab appear as small round spots, har > 
more than 1 mm. in diameter and very difficult to distinguish from the ent^ 
cels, except that the lesions turn brown as they enlarge. The presence o 
organisms in a young lenticel appears to stimulate the cells of the lenticcl-mcristcn^ 
to more rapid division than occurs below an uninfected lenticel, so that most o 
the cells in the upper half of the lenticel become elongated in a radial d,r ^ ct, ° ’ 
from the tangential meristem. These radially elongated cells arc, un 1 e 
normal round and loose cells of the uninfected lenticel, packed close toge 


without intercellular spaces and, it is important to note, they are 


not suberised. 


wmivmi uuv .1 v\.iiukii dim, u 10 --» - J . /pj/rc 

All, or most of them, soon become occupied by the filaments of the parasite 
243, 244), and the infected area increases in size by virtue of tangential an ra 
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Fig. 244 .—Actinomyces scabies. Left, cross-section of a portion of a moderate-sized pitted scab 
showing the route by which the organism can penetrate beneath a su be rued barrier, el, dark- 
staincd collapsed tissue. B, brown-stained walls along which the fungus probable travels 
C\ shaded cells containing Actinomyces threads. D, cells with suberised walls. B, internal in¬ 
fected areas ( x 333). Right, cross-section of a very young scab (pitted type) ( x 66). Note at 
,Cnticel mcr,s,c ™- All cells external to the dotted line contain the fungal threads (after 
Powell Jones, Ann. Af>p. Biol.) 


* 


divisions of the lenticel-mcristem so that the number of elongated cells is increased. 
(Fig. 244, right). As more and more of the latter arc formed, they become infected 
and, with the collapse of the older infected cells, the lesion at the lenticel is con¬ 
siderably widened. The development of the abnormally elongated cells appears 
to be a reaction of the host to infection, being in fact an attempt at the forma¬ 
tion of a cork barrier to delimit the lesion, but it is apparent that the development 
of w °und cork in association with scab disease does not follow the same sequence 
of events as in ordinary wound healing in the potato tuber «•». Presumably, 
owing to the presence of the parasite, or to the infiltration of its by-products <»«) 
in interfering with, or otherwise delaying normal suberisation of the cork layers 
(Fig. 244, left), penetration of the imperfectly suberised cells is allowed to proceed 
and, consequent upon deeper infection, further meristems arise, one below the 
other, in repeated attempts at the erection of a cork barrier to check invasion. 
Eventually, however, as the tuber gets older, when possibly the influence of a 
principle which appears to inhibit suberisation becomes neutralised, complete 
suberisation of the last cork layers is established, and further inroads are checked. 

I rogress of infection is, however, never very deep, except in some varieties 
and while a single barrier is often sufficient to check most types of scab it is 
unusual to find more than three attempts at the formation of periderm before 
the innermost barrier is completely suberised and the lesion finally delimited 
Owing to the development of these successive barriers, more and more infected 
tissue at the surface of the scab is thrown off, and if the tuber is still in active 
growth no doubt further barriers would develop one below the other in the 

Sri"? • ThCre " CVidCnCe lh3t the suberisation of the 

!:srrri;r?.r“' ,r vm,,y of ■**»»-«»■ 
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Recent investigations in Vermont seem to indicate that the scab parasite may 
be more widely distributed throughout the tissues of the host than hitherto sus¬ 
pected. Parasitism appears to amount to systemic infection, the organism being 
found in the roots, aerial stems, leaves, and flowers (33b) . 

Several factors are concerned in the incidence of common scab. They are 
chiefly soil texture, moisture capacity and temperature of the soil, hydrogen-ion 
concentration, nature of fertilisers, and the antagonism of other micro-organisms 
of the soil towards the parasite. Dry, gravelly soils with an alkaline reaction are 
almost invariably favourable to the development of scab, while an acid reaction 
greatly reduces the amount of disease (35) . Strong aerobism of the parasite demands 
a freely aerated soil, with a certain degree of moisture U3> ; the disease is inhibited 
in soils having high moisture-content, and develops more actively on the return 
of drier conditions (l9 - 4S) ; in clay soils the disease is almost entirely absent during 
a wet season (M - 33 - 42 \ Recent experiments in America have shown, however, 
that in the absence of effective antagonism from associated saprophytes, scab 
may be severe in soils of high moisture content as well as in drier soils 1473 *• 
Common scab is more prevalent in regions where soil temperatures are compara¬ 
tively high during the growing season, and is reduced as the soil becomes cooler. 
Experiments at Wisconsin, using the same strain of potato, showed the amount 
of disease to increase with rise of temperature, the percentage of scabbed tubers 
being 6 25, 13 23, and 30-55, at temperatures of 19 0 , 21 0 , and 25 0 C. re¬ 
spectively ,i7) . Owing to alkalinity of the soil being favourable to the disease, 
fertilisers and other materials which tend to produce an alkaline condition should 
be used with discretion on potato soils. The action of lime or chalk in tending 
to neutralise acidity would appear to encourage the disease. On neutral soils 
lime has been observed to have little or no effect on the development of scab, 
but on distinctly acid soils it tends to aggravate the trouble unless the soil contains 
a large reserve of vegetable organic matter (Fig. 245). When soils for potatoes 
require liming for correction, the process should be done at another stage in 
the rotation ; after three or four years potatoes may again be grown, since the 
decomposed lime will contribute no further risk to the promotion of the disease 142 • 
Emphasis has recently been made on the importance of the ratio of calcium to 
potassium in relation to the incidence of scab. The addition of calcium has 
been found to increase the flow of potassium to the shoots, and freedom from 
scab, with higher increment of yield, was obtained when the two fertilisers were 
applied in approximately equal quantities, and it is suggested that the long observe 
efficacy of an acid condition of the soil is due to the movement of certain cationic 
nutrients in the plant (,5) . Alkaline fertilisers such as nitrate of soda, calcium 
cyanamide, basic slag, etc., arc not recommended, as they are liable to induce 
scab, while sulphate of ammonia and superphosphate hinder its development 


( 3 , 8 . 17. 20. z 5. 4 z) m 

The Actinomycetes arc eminently saprophytic until their natural food in the 
soil becomes exhausted, and there is little doubt that there are several species 0 
Actinomyces which, under stress of hunger, can become ‘ educated ’ to a P ar ^ sl ^' ) C 
life in the soil, if a suitable host such as the potato is available to them < 3 '- 3 - ’ 

In Britain <37 40) and elsewhere, researches on the control of potato scab, base on 
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F,0 'unV«l;^ 0m 7d 0 »“co 0 m P T a ' ( 0 ' !k P ' *"**' ° f iniudiciou ‘ «■"»«: W. heavily treated ; right. 

asst mSSs: “;7w b , y gr " n manur,n6; —• d = *»«. —d 

r a 'n P K efCr k ntial TT ’ hyP °' hcsis ' show ,hat a vcry appreciable amount of control 
can be obtained by green manuring (Fig. 245), a process which consists in the 
ploughing in of a green crop, such as rye, mustard, vetches, etc., or of the application 

,lr n mat T ,kc grass , CU,t ' ngs ' spent hops ' «o the furrows before 
snec es of A ln .- ,he of * rcen manure '« » maintained that saprophytic 

, Act,n ° myces bccomc dominant over the parasitic forms, and under such 

L P0,a '° Cr ° P may be lif,ed en,irely free from scab. In the control 
for in, d ' SeaSe by " op r0,atl °n a period of seven years is not considered too long 
or interposing fallow, oats, swedes, summer barley, and oats <>■ «> • the inclusion 
of c over is no. advisable owing ,0 the necessity of lime as a top dressing The 
esulting alkalinity being favourable to the reappearance of the disease <*■ s'. <>' 
b.nce it has been established that A. scabies can exist on decayed remains of the 

or useH°, ,her ‘ han the * uberS ’ a " such re mains should be removed and destroyed 
or used to manure other crops u yeo 

treafl ,h , C ° rganiSm ° f .* eab is a soil dw *«er, control of the disease by ■ seed ' 

benefit f aPPearS *? ?.' Ve n ° general sa,isfaction - While some have found no 
rom any of the standard seed-tuber treatments <«> others state tk,, 

mercury compounds - However, gj results have fo^edThe “K 
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oxide of mercury and calomel, the yield showing an increase when these substances 
were mixed into the fertiliser " a - 2 - 36 K The use of sulphur has not proved to be 
uniformly effective in the control of scab (,6 >. Dipping the seed tubers for five 
to ten minutes in acidulated mercuric chloride, or in hot or cold formaldehyde 
U2. 34. so or an * instantaneous dip * in an organo-mercuric compound (7) , have all 
proved beneficial. 

Complete immunity from scab is not claimed for any commercial variety of 
potato <3 * ,0 >, but, from experiments conducted in Germany and America, the 
occurrence of scab-resistant seedlings and their breeding behaviour in a limited 
number of progeny tests lends encouragement to the belief that varieties of potatoes 
possessing high resistance to common scab may soon be available (, °- '«• ,7 - 53> . In 
Indiana loss of yield of Katahdin, Irish Cobbler, and Sebago varieties was greatly 
reduced by planting as early as possible in the season (44a ». 
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Powdery Scab of Potato, Spongospora subterranea (Wallr.) Lagerh. 

'Phis disease of the potato attacks all parts of the plant underground, the stem, 
stolons, tubers, and roots, but has little adverse effect on any except the tubers, on 
" hich unsightly brown blisters, emitting dry masses of powdery spores, ultimately 
appear. It does not occur on any other crop, but the roots of tomatoes and of 
a few wild plants of the same family, yield to artificial infection with the organism 
causing this disease. 

Powdery scab of the potato was first described in 1841 in Germany <«>. It 
appeared in England some five years later « 7 \ but was not reported in America 
until 1913, when it was recorded in Canada and Maine < 6 ', and although it has been 
seen in various isolated regions, powdery scab is not widely distributed in the 
United States. There are various reports of its occurrence in South America, 
Australia, New Zealand, Tasmania, Kenya, and Cyprus. 

The disease first appears during the development of the tubers, near the grow¬ 
ing, apical end, in the form of small, circular, light-brown spots, usually less than 
1 mm. in diameter, and hardly distinguishable from Ienticels, except for a circular 
translucent halo, 1 to 2 mm. wide, surrounding the infected spot <»«». The spots 
may arise close together, but with the gradual expansion of the tuber by growth, 
older lesions become spaced out over the greater part of the tuber (Fig. 246). The 
spots soon become raised to form small pimples or blisters which, as long as the 
skin remains unbroken, are quite smooth. When the skin breaks it forms a frill 
around the margin so that each blister becomes a shallow cavity filled with a dry 
powdery mass of spores which are dispersed into the air at the least touch. This 
primary stage of the disease forms but small cavities on the surface, and there is 
very little destruction of the fleshy part of the tuber. The size of the pustules 
appears to vary with the humidity and aeration of the soil <*3>. Sometimes onlv the 
primary stage is present »*>. If the soil is continuously wet during the growing 
season, a more extensive and severe secondary stage of the disease develops from 
the same lesions and much deformity of tuber growth takes place. This second- 

<he ,nh,? may , eSCn . bed r ° ne ? f canker formatio ". an< * extensive areas of 
tuber may be covered with corroded patches bearing little resemblance to the 
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original blisters of the primary 
stage (Fig. 246). Under drier 
conditions of the soil, how¬ 
ever, or after the tubers are 
lifted, even the severe canker 
phase may be checked, but if 
the soil remains wet towards 
the autumn, or if the potatoes 
are stored under too moist 
conditions, still a third form 
of the disease may develop 
in the shape of warty out¬ 
growths bearing a striking 
resemblance to the tumours 
of the true ‘ wart disease ’ of 
potatoes (Synchytrium endobio- 
ticum) described below. But 
unlike the latter, the tumours 


Fk;. 246.—Corky, or powdery scab of potato ( Sportgosfiora 
subterranea). The large tuber shows the characteristic 
pustules on the tuber (photo by Foistcr & Noble). 
Below, six tubers showing the severe * canker * form 
(photo by McKay). Top, infective nodules on the 
roots 


of powdery scab have a smooth 
contour, not the rough, rugose 
surface of the true warts, and 
theyevcntually collapse, leaving 
behind raised brown or choco¬ 
late coloured scars <7 \ resem¬ 
bling those of the canker stage. 
In the case of early varieties of 
potatoes, lightly attacked, it is 
often very difficult to detect 
any pustules of disease, because 
they may not break out until 


the tubers are in storage. 

The disease on the roots causes the formation of small warty growths, not 
unlike the bacterial nodules on the roots of leguminous plants (Fig. 246). I hese 
nodular growths do not seem to interfere much with the normal functions of the 
roots, but as they are still liable to form the spores of the organism (Fig. 247 c), 
they undoubtedly increase the amount of infection, when they finally decay to 
discharge their contents into the soil. The occurrence of the scab on other under¬ 
ground parts of the stem and stolons is comparatively rare. 


Powdery scab of potato is caused by Spongospora subterranea, a member of the slime 
fungi, Plasmodiophorales n. •». 20, Unlike Plasmodiophora brassicae, another "e 
known member of this group, causing ‘ club root ’ of crucifers, the spores of which are 
dispersed into the soil singly when the host decays, those of S. subterranea are liberate^ 
in coherent masses or ' spore balls \ The latter arc more or less spherical in shape an 
measure about 50 /t in diameter. The individual spores are very small and rema ‘" 
adherent by their cell walls, but with gaps here and there so that a spore ball has 
appearance of a tiny sponge (Fig. 247). When a diseased tuber decays in the soi 
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spore balls are liberated whole but 
may sometimes become disinte¬ 
grated into individual spores. 

In germination, the contents of 
each individual spore are released 
through a small aperture in the wall, 
as a minute, hyaline, uninucleate 
body called a myxamoeba « ,BI . The 
further history of the myxamoebae 
in relation to penetration and in¬ 
fection of the tuber is by no means 
clear. Penetrations into the root 
hairs of both potato and tomato 
seedlings bv myxamoebae were 
observed soon after planting in soil 
inoculated with the spore balls of 
the organism ; after a fortnight's 
incubation at 65° F., there were 
found within the root hairs not 
only myxamoebae, but also one or 
more bodies which had apparently 
developed from myxamoebae by 
budding. These bodies turned 
out to be sporangia, for they were 
found to contain a number of zoo¬ 
pores or swarm spores. The zoo- 



F10. 247.—Spongoifiora suburronea. A, host evil with 
ciKht mature spore-balls and a starch grain. H. 
section through a mature spore-ball showing the 
rounded spores and the cleavages between them 
which give the spongy appearance when seen in 
surface view (after Osborn, Ann. But.). C, Spore-balls 
and starch from the nodules on the roots (see Fig 
24b) 


spores did not penetrate farther into the host but were dischar g ed from the root hairs 
into the soil through tiny holes in the root hair wall at points in contact with the wall of 
the zoosporangium The formation and liberation of these zoospores, so early after 
infection, probably constitutes a gametophytic phase in the life-history of the organism, 
the zoospores being, therefore, gametes, or facultative gametes (cf. the ' prosorus ' stage 
in the life-history ot Synchytrium endobioticum causing ' wart disease ' of potato). But 
unmuclcate myxamoebae have also been observed in sections of diseased tissue and in 
the dividing cells in the lesions, on both sides of the divisional membranes " •>. 

Whether infections ot the tuber take place from myxamoebae or zoospores singly or 
in mass, or by gametic zoospores (gametes) after pairing, is not clear. Under dry con- 
rQ *°" S ,n f the . S< ?' 1 m y xarnoeb ae and zoospores become encysted, and in that form are 
survive ,K eS,S T 8 desiccali0n over a ,on * P criod 5 a "d the spore balls themselves may 
o r rr r T'" ,0ge ™! na,c in ,he spring - Thc P rob » bili 'y is that infection 
the snoL or en'! r/f 11 " “ f ? Ho *' ,n * ***• ln ,he P rescn « of abundant moisture 

mass ? r u'?’ gCrn " na,e to em,t n.yxamoebae and, consequent upon the 

I t Z? ° r \° ‘ he SOi '' COa,CSCen “ ° f 3 large numb " of ">- <akes 

surface of X voun r B Tu^r P T 7 f“' Vt ” "T Se ' CC,ed P oi " ,s of enlr >' the moist 
formation of one „ 8 b , Th * ,he firsI Preliminary to infection appears to be the 

of the mode of entrv Tth? *° ,be hoSI ' Acce P ,in « this interpretation 
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Primary Stage 

It is not clear how the plasmodia enter the tuber, but they have been found 
to occupy young lenticcls and small wounds, and plasmodial masses have also 
been seen in the intercellular spaces close to lenticular openings <«• ,0 * »>. The 
translucent areas with tiny brown spots in the middle, indicating the early symp¬ 
toms of the disease, as above mentioned, are the parts of the tuber where plasmodia 
have become established, and the ‘ halo stage ’ around a lesion shows how far 
the plasmodium has spread beneath that area of the epidermis. If plasmodia do 
not enter by such natural openings as stomata or young lenticcls, it is probable 
that, in close contact with the epidermis, a plasmodium exercises a softening action 
on the cellulose wall (presumably such points of entry have not yet become suber- 
ised), after which it appears to be capable of penetrating and passing between the 
epidermal cells possibly by solvent action on the middle lamella <*«>. The same 
effect is also claimed for the spread of the plasmodium between the host cells, 
immediately below the lenticcls <«>. The plasmodium, now within the host, 
spreads out more and more under the epidermis, in a lateral direction, and there 
is usually comparatively little inward penetration, except to the extent of a few 
layers of the host cells. From this situation, under the epidermis, the plasmodium 
sends out strands of itself, the ‘ infecting pseudopodia ’, and, presumably by solvent 
action on the middle lamella, these finer branches of plasmodium push their way 
between the host cells, in the manner of an intercellular mycelium. Small portions 
of these plasmodial strands which impinge on the cell-wall may also dissolve their 
way through the wall, and portions of plasmodium are said to stream through tiny 
holes into the host cell, and thereafter the retained portion is pinched off at the 
point of entry. The intruding plasmodia arc described as actually penetrating 
the host cytoplasm, as if the two masses were blending together but still retaining 
their independence. The plasmodium is sometimes globular or, at other times, of 
an irregular shape within the host cell, finely granular, and furnished with a large 
number of small nuclei evenly distributed throughout its substance. 

Cells invaded by plasmodia are stimulated to growth, first, by becoming con¬ 
siderably elongated in a direction at right angles to the surface of the tuber, and 
if, as is usually the case, a number of invaded cells occur side by side, a portion of 
the epidermis becomes lifted from pressure of the radially elongating cells below. 
Each of the latter now proceeds to divide transversely, to form 5 or 6 cells, all of 
which have received a portion of plasmodium during division of the mother-cell, 
and the daughter plasmodia continue to grow and increase their number of nuclei 
by free nuclear divisions, in the same manner as the parent plasmodium. I be 
active division of the elongated cells consequent upon infection, stimulates also 
the non-infected cells immediately below them to divide so as to bring about cork 
formation, and whether such activation is due to secretions set up by the parasite, 
or is merely a wound reaction to mechanical attack, is difficult to decide • 
Spread of the disease into the inner tissues of the tuber may thus be early checke 
by cork formation, but very frequently, before the first cork cambium has become 
thoroughly established, its cells are immediately invaded by further penetration o 
plasmodia from the cells above them, and this fresh invasion appears again to 
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stimulate the formation of another cork meristcm below, so that it is not uncommon 
to find two or more attempts at cork formation beneath a lesion before the tuber 
finally succeeds in making a suberised cork barrier against further inroad into its 
tissues. The sequence of infection, so far, is strikingly similar to that described 
in common scab, above. 

The nuclei in young plasmodia are constantly adding to their number by 
division, but at some stage in development there is, presumably, widespread 
pairing and fusion of these nuclei throughout the plasmodia, and such fusions arc 
probably followed by reduction divisions. When the plasmodia have ceased to 
grow, they segment into as many portions as there are nuclei, to form a^large 
number of spores which, as we have seen, do not separate from each other but 
remain together though each spore is delimited by its own cell wall. A number 
of spore balls may appear in the same host cell, a condition which arises mainly 
through the breakdown of cell walls intervening between cells containing single- 
spore balls. With the expansion of the infected group of cells, and the lifting and 
rupture of the skin over the lesion, the spore balls become exposed at the surface 
of the tuber as yellow-brown powdery masses for dispersal 

Secondary Stage 

In wet soil in the autumn, or under damp storage conditions, the primary 
lesions are followed by the much more destructive canker stage. After the dis¬ 
charge of the greater part of the spore balls from the primary lesions, a considerable 
quantity of the spores still remain, however, at the base, and lurking in particular 
beneath the frayed edge of the lesions. These retained spores or spore balls 
germinate in situ. From the large number of myxamocbac liberated from them 
on to the floor of the cavity and around its margin, numerous young plasmodia 
arise by fusion of these bodies, and it is likely that bigger plasmodia are formed 
by coalescence of small ones 1,4 The cells of the tuber lining the cavity and 
especially those around the edge are now attacked with great vigour by the plas¬ 
modia. These cells are not only penetrated by the plasmodia, but large masses 
of host cells may be engulfed within a plasmodium, as if in process of ingestion, 
with undigested starch grains and portions of disintegrated cell wall remaining in 
its substance. It is clear that the canker phase is much more destructive than the 
primary stage, and while in the latter the host cells invaded appear to suffer no 
apparent injury for a considerable time, in this secondary stage of attack the host 
cytoplasm is killed outright by the plasmodia. Much deeper cavities are formed 
at the canker stage than was the case in the primary lesions, and cork barriers, 
imperfectly developed beneath the lesions, appear in some instances to be quite 
inadequate to check further inroads into the tuber. In general, however, the 
greater progress of the plasmodia is in a lateral direction, so that there is actually 
little hindrance from the presence of a cork barrier below the canker, and bv the 
constant rupture of the skin during the lateral spread of the disease corroded areas 
ultimately cover extensive areas of the tubers. This severe wounding of tubers 
during the spread of canker inevitably results in the admission of secondary 
parasites and saprophytes, the most common of these being the rot-forming 
Phoma tuberosa (l9) , the final result being the development of a deeper and harder 
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kind of dry rot than the canker itself, and the tubers are often rendered worthless. 

The organism of powdery scab is long persistent in the soil and a period of 
five years, or more, is recommended for a rotation of crops before potatoes can 
be restored to the same ground. It is not known whether the spore balls can exist 
in the soil for indefinite periods, but it appears that the encysted myxamoebae are 
better suited to tide over adverse and longer periods in the soil than the spores 
themselves <l9 - 21 K In the absence of the susceptible host it is probable that the 
plasmodia can exist saprophytically in the soil, but nothing is known about the 
relations between these bodies and other micro-organisms in the soil (5) . 

Powdery scab of potato assumes serious proportions only under conditions of 
prolonged rainfall, followed by cool, damp weather during the growing season; 
it is of little consequence in localities enjoying a dry climate (,9) . The hydrogen-ion 
concentration of the soil is reported not to have any marked influence on the 
incidence of this disease {:s) . In a series of experiments, correlating the effects of 
temperature, soil reaction, and water content of the soil, it was found that with a 
moisture-holding capacity of 90 to 100 per cent., over a range of pH 6 3 to 67, the 
percentage, infection, after an incubation of 19 to 25 days, depended mainly upon 
the prevalence of a comparatively low temperature ; thus the amount of infection 
was 70 and 637 per cent., when daily temperatures were 15-5 and 19-5° C. 
respectively, and only 4 and 2 9 per cent, when the temperatures were 187 and 
24-2 C. respectively ; and during these determinations the pH of the soil exerted 
no influence (,7) . But others report that acid conditions, in a water-logged soil, 
arc the most favourable conditions for the disease (3> . 


For the control of powdery scab, much can be done by improving the drainage 
of the soil. As the organism can exist in the manure or compost heap, infected 
tubers should not thus be disposed of, and the application of pig manure should 
be avoided, as the spores can survive digestion of raw infected material fed to 
stock (,0) . The organism can also be carried in soil and on farm implements. 1 he 
application of sulphur to the soil greatly reduces the amount of disease ; it may 
be applied at the rate of about 6 cwt. per acre, or incorporated with fertilisers (4, l9 '- 
The seed tubers may also be dressed with the finely powdered sulphur, after 
moistening. Tubers slightly infected may be treated before sprouting by steeping 
for three hours in a formaldehyde solution of 1 pint to 30 gallons of water. 

No variety of potato is yet known to be immune from powdery scab. 
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Wart Disease of Potato, Symhytrium eru/obiuticum (Schilb.) Pcrc. 

This disease at one time threatened the extinction of many of the older and 
popular varieties of potatoes, hut the extremely virulent character of the affection 
is now counterbalanced by the successful production of new and immune varieties. 
It was probably in existence in Britain long before Potter 031 published, in 1902, 
a short account of the disease, and indeed there is some evidence 1,21 that the trouble 
was present in England some years before Schilberszky U3) made, in 1896, what 
was believed to be the first discovery of the disease, in upper Hungary (Czecho¬ 
slovakia). It is now widely prevalent in many foreign countries, especially in 
Europe, and it exists also in the United States, Canada, South Africa, and has 
lately been recorded in Peru, South America — the home of the potato — but it is 
not believed to be endemic in that country 12 - ,7 - 23 

The potato is the only plant attacked by wart disease under natural conditions, 
but several other members of the Solanaceae may be successfully infected artificially, 
though they do not suffer to the same extent as the potato. The best known of 
these susceptible hosts are the three nightshades, woody, black, and winged ; hen¬ 
bane, and tomato, but apparently only certain varieties of tomatoes (, °* ,3 * i0 > 44 * 48 \ 

The disease is essentially an affection of the tubers during the growing season. 
There are hardly any signs of disease to be seen on the green shoots of a plant 
affected with warted tubers and the haulms may actually be a little taller and bear 
bigger leaves which, moreover, are of a deeper green colour, than those of healthy 
plants. But sometimes, according perhaps to the variety of potato, there may be 
seen around the base of the haulm, at soil-level, a dirty-grey or greenish-yellow 
mass resembling a discoloured cauliflower and, if the potato is one of a coloured 
variety, the excrescence is also similarly coloured. Not infrequently some of the 
smaller or rudimentary leaves at the base of the haulm, at and just below soil-level, 
become replaced by fleshy coralloid outgrowths (the so-called ‘ radial galls’) <23 \ 
But the typical symptoms of wart disease occur on the tubers underground. On 
some or all of them the characteristic brown or brownish-black warts, like lumps 
of cauliflower, of variable size and shape, may be seen to grow, chiefly out of the 
' e yes ’ of the tubers, but some badly affected specimens may be warted all over 
and are more like dirty lumps of cauliflower than potato tubers (Fig. 248). Not 
all the tubers of a stool are necessarily affected, but some tubers, to all appearances 
sound, may, if examined very closely at the eyes, show tiny warts, and these are 
often so small as to defy detection except with a powerful lens. Such apparently 
healthy tubers, when placed in pit or clamp, or in storage, develop the disease 
more and more, and pass it on to sound tubers in contact with them if the 
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Fio. 248.—War* disease of potato (Synchytrium 
cndobioticum). j 4 , a severely diseased plant ; 
note the warts at the ' eyes ’ on lowermost 
tubers, and the conversion of other tubers 
into cauliflower-like lumps ; the uppermost 
tubers are on aerial shoots (' radial ') nails 
(photo Adv. Lft. 274, Minis. Agric.). B, 
a warted tuber at the base of a stem (photo 
by Foistcr & Noble). C, formation of a 
massive wart from apparent coalescence of 
smaller ones (photo by McKay) 


conditions are moist. The disease also 
attacks the underground stolons but 
the roots remain free. Under dry con¬ 
ditions wart development is checked 
but the parasite remains viable in the 
warts for a long time and, if infected 
tubers are planted, the organism is 
returned to the soil to start fresh 
infections again in the spring. 

Wart disease is caused by Syn¬ 
chytrium endobioticum (previously called 
Chrysophlyctis endobiotica ), an organ¬ 
ism belonging to the most primitive 
group of fungi, the Archimycctes. 
The life-history is very simple and, 
throughout the whole cycle, there is 
no development of mycelium at all. 
The organism starts its parasitic life 
as a minute, actively motile, uniciliated 
zoospore and, in the warted tissues, 
crops and crops of zoospores arc formed 
during the summer for liberation into 
the soil, and these in turn bring about 
fresh infections on the tubers. Later, 
towards autumn usually, there is a 
resting stage to tide the organism 
over the winter and, when this stage 
revives in the spring, zoospores arc 


again released into the soil to start infections anew. 

Thus there are two stages in the life-history of the wart organism, namely, 
the Prosorus (Fig. 249 A, b, c), consisting of summer sporangia, and the Resting 
Sporangia (Fig. 249 l>), constituting the over-wintering resting phase (8> 24 '• 


(a) The Prosorus 

During its development on the plant a susceptible tuber is open to attack at a 
very early stage, at any part of its surface as long as the skin has not become 
suberised, but as this natural process of cork formation sets in comparatively ear > 
in the history of the tuber, the parasite can only attack the more delicate tissues at 
the apical end, especially those of the young buds and bud-scales at the eyes - • 

To start the life-cycle (Fig. 250), we may follow the history of one of the very 
numerous zoospores which escape into the soil when a resting sporangium ger¬ 
minates in the spring. In the presence of free moisture this small, naked, uni¬ 
nucleate body settles down, say, within the depression around an 4 eve . " ,e 
after coming to rest it rounds itself off in contact with the epidermis of a hi 
scale, and, still naked, bores its way through, by making an exceedingly narrow 
channel, into an epidermal cell (Fig. 109). There is no further inward migra 


CH. XII 


POTATOES AND ROOT CROPS 


501 



Fig. 249 .—Synchylrium endobioiicum. .-I, young prosorus. B, section of tuber tissue showing 
development of prosou, sori, and sporangia (at left, centre). C, a ripe sorus with three sporangia 
in view, empty shell of the prosorus below ( x 450) (photos hv Glynne, copyright of Rothamsted 
Exp. Station ; Ann. App. Biol.). D. section of tuber tissue showing a group of resting spor¬ 
angia (inset line= too m) 

tion by the infecting body and the whole development is carried through in the 
epidermal cell originally invaded. The entry of the parasite into a particular 
cell, however, causes hypertrophy of those epidermal cells which are in immediate 
contact with that cell, so that there is formed a raised ‘ rosette ’ of cells (Fig. 
250, //), at the centre of which, therefore, the infected cell remains sunken as 
it itself takes no part in this outward growth. Meanwhile the infecting body 
enlarges considerably, filling almost the entire cell space, and, having developed 
, a firm cell wall, is now called a ‘ prosorus \ This body, still uninucleate, soon puts 
forth a large vesicle which receives the contents of the prosorus, and from the 
repeated division of the nucleus a large number of nuclei are laid down in the 

R 




with host cell. 


*10. 250.— Synchytrium eiulitbiniicum. 1, living zoospores. 2, zoospore in contact 

3, stage of entry. 4. very-young prosorus passing downwards towards the nucl.%.. ^ 

( * 1650). 5. disorganisation of host nucleus is beginning ; adjoining host cell at top * 

a ' rosette * group. 6, prosorus has developed a firm membrane. 7. passage of prosora > ^ 
tents into a vesicle ; the nucleus beginning to move in. X. the nucleus reconstituted. ^ 

nuclear divisions have occurred. 10. two sporangia of a sorus. and empty prosora I mem ^ 
below. 11, surface view of a rosette, with three sporangia in view. 12. a sorus sho "j.j 


sporangia. 13. early stage of segmentation into sporangia. 14. three mature sporangia 


swelling pr" ,r 


liberation of zoospores, original shell of prosorus at the base. 15. a sporangium . u>r 

to discharge of zoospores, a hyaline projection formed. 16. the fusion of gametes. /• ' 

membranes disappearing. tX. later stage, nuclei pressed together. i«>. entry of 1 |n 

20, early stage of zvgotc entry, the nucleus close to the surface of contact. 2i, , ^ \ . osC 
entry of nucleus and cytoplasm. 22. the nucleus now within. 23. entry of cytopiasi . ^ ^ 
complete. 24. a very young resting sporangium which has passed down the host ce 
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vesicle or sorus as it is now called. The sorus ultimately divides into a number of 
compartments or sporangia in which are finally developed a large number of uni- 
ciliate zoospores. With the breakdown of the sporangial walls and rupture of the 
epidermis the zoospores are liberated into the soil. Repeated crops of prosori, spor¬ 
angia, and zoospores may develop from fresh infections during the summer, and 
these arc initiated not only from zoospores released from the germinating resting 
sporangia, as above described, but also from the generations of zoospores formed 
during the summer at the prosorus stage. With such a rapid method of repro¬ 
duction taking place at a time when the tubers are making active growth, fresh 
infections are constantly taking place, and as every infection involves the formation 
and proliferation of 4 rosette * cells which may themselves become infected, there 
is so much hypertrophy around infected cells that the tuber soon becomes more 
or less covered with the warted excrescences which are so characteristic of this 
disease. 

(b) The Resting Sporangium 

The zoospores liberated from the summer sporangia may function, as above 
mentioned, as asexual infecting cells, or they may fuse in pairs, acting as sexual 
cells or gametes. The fusing gametes produce diploid bodies or zygotes which again 
are capable of infecting the host in much the same way as the single zoospores, but 
the mode of development of the zygote after entry is entirely different from that 
of the asexual zoospore forming a prosorus ,8 * 

The arrival of the zygote within an epidermal cell (Fig. 250, 2J, 24) is again a 
stimulus to cell division, but this time it is the invaded cell itself, not those sur¬ 
rounding it as in the instance of the prosorus, that is induced to divide. The one 
or two divisions which take place in it are parallel to the surface of the tuber and, 
since the new cells arise above the zygote, the latter appears in a section of a young 
lesion as if it had penetrated deeper into the host than the epidermis (Fig. 250, 26). 
The zygote enlarges considerably, develops a very thick (three-layered) wall, and 
remains throughout as a unicellular body to form eventually the over-wintering 
resting sporangium. Resting sporangia vary considerably in size but, on an average, 
measure about 50 n in diameter (Fig. 250, 27, 28). Towards the end of the season, 
if warted tubers arc left in the ground, decay sets in and the resting sporangia are 
released into the soil. Although generations of prosori producing crops of zoo¬ 
spores or potential gametes continue to be formed throughout the season, it appears 
that resting sporangia do not germinate forthwith but require a rest, sometimes of a 
year’s duration, before maturation is complete. By repeated division of its nucleus 
prior to germination a resting sporangium becomes possessed of several hundred 
free, haploid nuclei (presumably a 4 reduction ’ division occurs meanwhile), which 
finally enter into the formation of a corresponding number of zoospores developed 
within the sporangium itself. When germination is about to take place, the thick 

the nucleus. 25, resting sporangium develops a membrane. 26, a second division of host cell 
places sporangium in the third layer of cells. 27. dead contents of host cell deposited as cpispore 
upon sporangium. 28, ruptured empty sporangium. 29, surface view of a living sporangium 
during maturation of zoospores. (Nos. 1, 15, 28. 29, * 585 ; Nos. 5-10, 12, 14, 24-27, 
>300; Nos. 4. 16. X1240; No. 11, -130 ; No. 13, >600; Nos. 2, 3, 19-23, x 1500) 
(after Curtis, Phil. Trans. Roy. Soc., Loud.) 
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sporangial wall breaks open from pressure set up by the swelling of the inner wall, 
on the rupture of which the zoospores escape into the soil, and the life-cycle of the 
organism is complete (8 - 50> . 

These two stages in the life-history of the organism do not follow each other 
in strict order of time, and the change-over from production of summer sporangia 
to that of resting sporangia is not due to seasonal change of temperature, because 
prosori may still continue to be formed into the autumn, and resting sporangia 
may be found along with prosori comparatively early in the season. 

In the absence of a potato crop the resting sporangia may remain viable in the 
soil for many years, periods of 9 to 12 years being recorded in many instances, and 
it is even suggested that no system of crop rotation can starve these bodies out of the 
soil. But the organism may, perhaps, be capable of surviving in the soil in some 
other way than resting sporangia, and it is possible that the zoospores liberated from 
them may, under certain conditions, live saprophytically in the form of amoebae, 
and during conditions adverse to this saprophytic life the amoebae may perhaps 
pass into an encysted condition' 8 ’, but such bodies have not, so far, been found. 

The resting sporangia may be carried from one place to another by any 
means that ensures the transport of contaminated soil, adherent to seed tubers 
or on the underground parts of any transplants such as roots of vegetables, on 
workers’ boots, feet of birds or animals, on cultivators, cart wheels, etc. Moreover, 
the sporangia remain unharmed if warted tubers are eaten raw by farm stock and 
are still in a viable condition in compost manure heaps into which warted tubers 
have been thrown. They are known to be very resistant to extremes of temperature, 
high and low, and can withstand the temperature of boiling water for 8 to 12 
minutes ; in the soil they arc viable to a depth of 8 inches. 

Although other plants, as above mentioned, besides the potato can be success¬ 
fully inoculated with the organism of wart disease, it is not likely that any of them 
arc responsible for spreading the disease under natural conditions ; if any such 
carrier hosts exist, infection in them must be latent, for no species has so far been 
found to show any outward signs of wart formation. It is known, however, that 


on rare occasions stolons of the potato plant may develop the resting sporangia 
without producing any obvious signs of abnormal growth 

Wart disease is much worse during wet seasons than in dry ; thus it used to 
be more prevalent in the wetter northern and southern parts than in the drier 
southern and eastern counties of Britain <•*>. A very high degree of soil moisture 
is necessary to bring about infection by the winter sporangia '*• ,3> . I he most 
favourable conditions for infection are stated to be periodic flooding followed In 
drainage and aeration. Although good germination of the resting sporangia may 
take place at a relative soil humidity of 45 per cent., zoospore emission is best at 
higher humidities of 90 to 100 per cent. Zoospore discharge takes place over a wide 
range of temperature, the optimum being between 14' and 24 C. It is very active 
if the oxygen content of the soil is increased, and the presence of dilute solutions o 
nitrogenous salts is also said to favour the germination of the resting sporangia 
Infections from zoospores and zygotes appear to take place over some" at 
different ranges of temperature. Thus, infection from zoospores emitted from t e 
resting sporangia is favoured between io c and 28' C., and from zoospores (potentia 
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gametes, which form zygotes) discharged from soral sporangia the range is wider, 
from o° to 30° C., the average temperature in the field for infection being about 
2i° (48) ; and it is noteworthy that the susceptible organs of the potato plant develop 
well at about the same temperature range favourable to infection <m . It does not 
appear that the action of frost, continuous or intermittent, or any special treat¬ 
ment (20) , is conducive to a greater degree of germination of the resting sporangia. 
There is, again, no clear evidence that the physical character of the soil has any 
bearing on the relative amount of infection due to wart disease, light sandy soils 
reacting in much the same way as heavy field soils The most favourable soil- 
reaction is from neutral to slightly acid conditions, the range being approximately 
from />H 3-9 to 8 5 u4) , and the organism appears to be sensitive to high degrees of 
alkalinity <J4) . Three strains of the parasite are recognised in Germany Ual . 

As already indicated, wart disease has been successfully controlled by the intro¬ 
duction of potato varieties possessed of complete resistance to, or immunity from 
it, and moreover these varieties have shown no deterioration or breakdown in this 
quality, and they remain immune under all conditions in the field ,40< 47 •. It has 
been recorded, however, that under experimental conditions in the laboratory 
some immune varieties have yielded to infection but the lesions never developed 
actual warts ; in some cases development of the parasite proceeded as far as the 
stage of summer sporangia but the injury was soon thrown off by the formation of 
necrotic tissue below the lesion, and other varieties tested in the same way resisted 
infection entirely ,IS - ,6 - 26 - 27 >. It is very difficult to say what property or properties 
possessed by these varieties confer upon them immunity from wart disease (they 
are not immune from other potato diseases), but whatever the nature of this com¬ 
plete resistance may be it appears to be controlled by hereditary factors ' 4 '. Experi¬ 
ments conducted on the sclfing or crossing of susceptible varieties have given only 
susceptible kinds ; and selfing of immune varieties in certain cases gave a ratio of 
3 : 1 immunes to susceptible, and the crossing of certain kinds of immunes and 
susceptibles yielded variable results '«• 29) . Amongst varieties which arc not im¬ 
mune there arc distinct gradations of susceptibility and resistance. Some of these 
varieties react readily or very slowly or not at all to the hypertrophic stimulus which 
follows upon infection ; susceptible varieties which respond readily have a high 
degree, and varieties more or less resistant have a low degree of reaction to infection 
with the result that warts arise on susceptible but not on resistant tubers 122 \ No 
anatomical differences have been revealed in the shoots of susceptible or immune 
varieties of potatoes in respect of relative resistance to wart disease (6) . 

Attempts to determine the existence of a possible resistant principle in the sap 
of immune potato plants have been made by several workers, but with no definite 
results. It has been ascertained that no materials manufactured by the leaves of 
susceptible or immune varieties are responsible in any way for the presence or 
absence of warts on the tubers (l8 - «’>; and all combinations of grafting of immunes 
with susceptibles, or vice versa, had no effect on the response of the tubers to the 
disease <»• 36 . 37). Certain differences have been reported to exist, however, 
between waned and sound tubers ; thus, the hydrogen-ion concentration of warted 
tissue is said to be higher in comparison with healthy tissue of the same variety of 
tuber, but it is not believed that differences in acidity of the varieties are in any 
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way associated with immunity from the disease (46) . Furthermore, quantitative 
ash analyses of healthy and warted tissue showed a greater amount in the diseased 
tissue of most of the mineral constituents, especially of iron, manganese, copper 
and nitrogen, which appears to suggest that the stimulus to hypertrophy may be 
due to the diversion of these substances to the seat of infection <45) . 

Despite the immediate advantages obtained over the disease by the planting 
of immune varieties, however badly contaminated the soil may he, numerous 
attempts have been made in several countries to kill the organism in the soil with 
chemicals. Of these, the application of sulphur has given good results, the lethal 
effect being due actually to the formation of thiosulphuric acid in the soil, but so 
far no treatment of the soil for eradication of the resting sporangia has proved to 
be satisfactory without at the same time retarding the growth of the crop <3 * ,8 - 3 ”. 
Recent experiments in Pennsylvania have shown the efficacy of ammonium 
thiocyanate, applied to infested soils at the rate of 2,000 lbs. per acre ,l6al . More¬ 
over, none of the ordinary seed disinfectants applied to potato tubers was found 
to be capable of destroying these sporangia in soil adherent to the tubers <49) . 

In Britain and in several European countries new varieties of potatoes are 
constantly being tested for reaction to wart disease and new kinds are added periodic¬ 
ally to the official list of varieties approved for planting in contaminated soil. 
The following are some of the commoner immune varieties ,,a< 1 h) : 

Early: Arran Crest, Arran Pilot, Ballydoon, Di Vernon, Herald, Immune Ashleaf, 
Snowdrop, Home Guard, Strathearn, Ulster Premier, Ulster Prince. 

Second Early : Alness, Arran Comrade, Arran Luxury, Arran Signet, Ben Lomond, 
Catriona, Dargill Early, Edzell Blue, Ulster Ensign, Ulster Emblem. 

Early Maincrop : Abundance, Ally, Arran Banner, Doon Star, Gladstone, Great Scot, 
King George, Majestic, Stormont Dawn, Ulster Cromlech, Dr. McIntosh, Ulster 
Early, Arran Viking, St. Aidan, Ulster Commerce, Venus, Red Fife, Ulster Leader. 
Late Maincrop : Arran Cairn, Arran Consul, Arran Victory, Champion, Doon Pearl, 
Golden Wonder, Kerr’s Pink, Redskin, Stormont Star, Craig’s Bounty, Ulster Supreme. 
Wart disease is notifiable within the operation of the Destructive Insects and 
Pests Acts, and any occupier of land on which the disease exists must report the 
occurrence to the Ministry of Agriculture, or to the I ocal Authority 
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Watery Wound Rot of Potato, Pythium ullimum Trow 

'Phis soft rot of potato attacks chiefly the larger ‘ ware ’ tubers soon after the 
crop has been dug. It is liable to appear on tubers lifted prematurely, on which 
the skin is imperfectly suberised and sensitive to injury, for it is only through 
wounds that the organism causing this rot can enter. Such wounds arc often 
inflicted when the crop is turned out with a spinner, or when roughly treated 
during handling or grading. Loss of tubers through this disease is severe if the 
weather is hot soon after lifting. In storage again, losses may be high owing to 
the difficulty of detecting early stages of the trouble in small wounds ; and on 
account of the rapid nature of the disease, wastage during transit under warm, close 
conditions may render an entire load or shipment worthless s) . The same 
trouble is known to occur in tubers cut for seed, soon after planting, whether on 
light or heavy soils, but seldom if w hole tubers are used ,4) . Sometimes, affected 
‘ sets ’ disintegrate completely into the soil before making any growth, while at 
other times tubers only partly affected produce weakly growth. 

Starting from a wound or abrasion, the rot causes the skin around the lesion 
to become dark and moist, and a black zone arises between the rotted and sound 
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parts of the tuber (Fig. 251). With 
further progress into the tuber the 
fungus brings about a shrinkage of 
the tissues, and over the affected area 
the skin becomes stretched and col¬ 
lapses when touched. A great amount 
of watery material oozes freely through 
the broken skin, a feature which dis¬ 
tinguishes 4 watery wound rot ’ from 
4 pink rot ’ of the potato (Phytophthora 
erythroseptica , p. 509), which leaves 
the tuber whole but soft like india- 
rubber. This watery rot is also much 
more rapid in its progress than pink 
rot, and, under favourable conditions 
to the fungus, a good-sized tuber may 
be completely rotted in a day or 
two. 

When a partly diseased tuber is 
cut open, the black zone is still seen 
to be confined between the rotted and 
sound tissues, but very quickly, on 
exposure to air, the entire affected part 
turns grey, then brown, and finally 
almost black but with splashes of pink 
here and there. This pink discolora¬ 
tion is again reminiscent of the symp¬ 
toms of pink rot, but in the latter 
disease the pink colour appears first 
and finally changes to a velvety black. According to variable external conditions 
or, perhaps, to the variety of tuber, watery rot is sometimes checked when it ap¬ 
proaches the firm tissues of the vascular ring ; usually, however, the central tissues 
of the tuber break down and, when the watery contents are completely discharge , 
the interior gradually becomes dry and the tuber becomes more or less ho o"- 
Beyond a slight 4 fishy * odour the rot imparts no unpleasant smell to the decaying 
tuber until saprophytic fungi and bacteria complete its decay. 


Flo. 251-—Watery wound rot of potato (Pylhium 
uhimum ). Top, tuber showing a dark, 

affected portion. Below, another tuber cut in 
half, showing cavities and dark line of demar¬ 
cation between diseased and outer sound 
tissues (Eft. 292, Minis. Agric.) 


Watery rot is caused by Pythium uhimum , a soil-inhabiting fungus "• 5 ‘ ol - 1 a a . 
numerous plants besides the potato ; namely, begonias, tobacco seedlings, pump ms, 
melons, tomatoes, sweet-potatoes ( Ipomoea ), and others °* 7 - •>. The branche . n0 
septate mycelium is developed in abundance in the rotted tissues, isolating the ce s ) 
dissolving the middle lamellae, but leaving the contained starch intact ; the my ce mm ' 
inter- and intracellular 6 - »• •». Under natural conditions no reproductive cells o an, 
kind have been found in the diseased tubers. In artificial culture, however, on jP°jfj c h 
corn-meal, oatmeal, or potato-dextrose agar, a white, cottony mycelium is forme " 
produces sporangia, sexual organs, and oospores *•••>. The multinuclcar sporangia, dc\ c °P 
on unspecialised hyphae, are spherical when produced terminally and measure rom 


CH. XII 


POTATOES AND ROOT CROPS 


509 


to 28/x in diameter, but if intercalary, they are barrel-shaped and range from 17 to 27 8 
by 14 to 22 9/A ,g '. The sporangia germinate direct by germ-tubes, and have not been seen 
to form zoospores 11 • •>. The oogonia are terminal and spherical, rarely intercalary, 
from 19-6 to 22'9/x in diameter ; antheridia, one to each oogonium, are spherical, 14-7 
to 18*3/4 in diameter ; oospores are smooth, thick-walled, yellow, uninucleate, and may 
germinate immediately or after rest, up to 7 months, to form one or more germ-tubes which 
may or may not 191 bear vesicles with zoospores. Optimum growth of the fungus in 
culture occurs at relatively high temperatures of 25 to 28 ' C\, the minimum and maximum 
being 4 and 40° C. respectively u * 8) ; optimum pH for growth lies between pH 6 and 8 

The rotting of cut sets after planting, in all types of soil, increases as spring 
temperatures begin to rise. The disease is severe after a hot dry summer, and 
extensive rotting occurs if hot weather prevails soon after harvesting *-• it 
spreads rapidly in tubers stored at high temperatures, under poor ventilation, 
and heavy losses are incurred in store and transit under these conditions 

There can be little doubt that Pythium ultimum survives in the soil from year 
to year, in what form is not known, but tubers rotted by it and left in the soil never 
fail to repeat the trouble. All rotted tubers should, therefore, be gathered up and 
destroyed. As infections are contracted through wounds in the skin, all care 
should be observed during lifting and handling, and if practicable the use of a 
spinner avoided, especially if it is desired to lift the crop before it is mature, and if 
hot weather prevails at the time <*». Only sound, unbruised tubers should be 
placed in store, and under cool conditions. Whole ‘ sets *, in preference to cut 
tubers, will largely obviate the risk of contracting the disease at planting. 

1. Drcchsler, C. : 1927. Phytopath. xvii, 54. 

1 a. — 1946. PI. Dis. Rpt. xxx, 226. 

2. Hawkins, L. A. : 1916. J. Agric. Res. vi, 627. 

3. Hopkins, J. C. F.: 1939 - Rhod. Agric. J. xxxvi, 45. 

4. Jones, W.: 1935. Sci. Agric. xv. 402. 

5. PethybridRC. G. H., and Smith, A.: 1930. J. Minis. Agric. xxvii, 335. 

6. Orton, W. A. : 1909. U.S. Dept. Agric.. B.P.I. Circ. 23. 

7. Poole, R. F.: 1934. Phytopath, xxiv, 807. 

8. Tompkins, C. M., el al. : 1939. J. Agric. Sci. Iviii, 461. 

9. Trow, A. H.: 1901. Ann. Bot. xv, 269. 

Pink Rot of Potato, Phytophthora erylhroseptica Pcthybr. 

This disease of potatoes was first observed in 1909 in County Galway, Ireland >. 
About eleven years later the same trouble was recognised in Scotland, and during 
the summer of 1921 it occurred in two localities in England on the varieties 
Majestic, Great Scot, and King Edward ( s>. It now occurs in several parts of the 
British Isles, in Holland on reclaimed marsh soils, Bulgaria, the United States, 
and in the Dutch East Indies (l * 2 - 7 - 8 ‘. 

Pink rot causes a wilting of the haulms as well as a moist rot of the tubers. The 
trouble starts while the tubers are developing and may be found on early varieties 
lifted early in July and on others from August onwards. In its action on the tubers 
‘ pink rot ’ is much more rapid and destructive than ‘ potato blight ’; losses in 
stored tubers are usually greater from pink rot than from blight, and a 50 per cent 
loss in storage is not uncommon. The wilt is preceded by a chlorotic appearance 
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ElC. 252.—Pink rot of potato (I*hylnfthlhor<t eryt/iro- 
septica). Affected tuber cut in half ; the general 
effect is a pink discoloration finally changing 
to black (Adv. I-ft. 292, Minis. Agric.) 


of the foliage, leaves are rolled up¬ 
wards and inwards, become dry and 
crisp. The leaflets show scattered 
spots of brown dead tissue isolated 
or joined to the already browned 
withered margins. All, or only some, 
shoots of the plant may be thus 
affected, but a cluster of aerial tubers 
close to the soil is a common feature. 
The most characteristic symptoms of 
the disease are, however, not fully 
revealed unless the plant is pulled up 
long before normal time for lifting, 
when the more pronounced symptoms are to be seen on the larger-size tubers; other 
tubers on the same stool may be entirely free or only partly affected. Unless the 
infection, in some way or another, has got into the new tubers through wounds or 
the eyes, pink rot always spreads into a new tuber from the stem through the stolon, 
that is, it starts at the ‘ heel end ', spreading quickly towards the distal or ' rose end ’ 
of the developing tuber. These symptoms are manifest on tubers whether near the 
surface or deep in the soil. The rot also extends into the bases of some or all of 
the stems, but never much above soil level ; stolons and roots are also affected, 
but the more striking symptoms of the rot are on the tubers. All stages of infection 
proceeding from the stems towards the developing tubers may be seen ; thus, on 
the same stool, as already indicated, some tubers may be entirely free though the 
disease may be present in the stems, and in some cases it may progress along the 
stolons without reaching as far as the attached tubers, but in other cases it is evident 
that infection can proceed right along to enter the tubers at the ' heel end and 
often entirely destroy them. Wholly affected tubers arc discoloured brown and 
have the consistency of india-rubber, exuding juice when pressed, and with much 
sticky soil adhering to them. Tubers partly diseased show a black zone of 
varying width between the discoloured parts and the sound tissues ; sometimes 
small black pin-points, coinciding with the lenticels in the skin, may be seen on 
the affected portion. On cutting a partly affected tuber the diseased portion is 
a dirty white colour and more watery in comparison with the sound portion. * 
striking feature, to which this disease owes its name, is the gradual change o 
colour the cut surface of the diseased tuber passes through on exposure to air. 
hirst it turns pink, then in about half an hour a deep salmon-pink colour appears 
which changes after a few hours’ more exposure into a purplish-brown hjic or 
nearly black (Fig. 252). These changes are the result of progressive 0x1 ation 
and do not occur in absence of air. Moreover, the reaction of expressed juice 
from rotted tissue is quite acid at first but after the blackening process is comp <- 1 
the reaction is alkaline 

Several species of Phytophthora may produce, to greater or lesser extent, the 
symptoms of pink rot. They are l\ erythroseptica (Pcthyb.), P. cryptogea (Pcthyl’- 
Laff.), P. megasperma (Drcchsl.), P. cad arum (Lcb. & Cohn) Schroet, and ery j 
septica var. atropue (Pethybr.) A 1 cock, but in no case arc the symptoms more pronounce 
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and the disease more vigorous than when associated with P. erythrosrptica (Pcthybr.) u ' 3> . 
The description of the parasite is confined here to this organism. 

Affected stems cut across show a brown discoloration in the vascular bundles. 
The fungus is found in the xylem and its presence there no doubt accounts for 
the wilting of the foliage, but it does not extend much into the shoot above soil- 
level. The epidermis and cortical tissues are decayed, without, however, showing 
as much browning as seen in the vascular bundles ; but the pith is often destroyed, 
the cavity being lined with disintegrated tissue, and it is in this region that the 
fungus mainly develops its reproductive organs, oogonia and antheridia. These 
organs may also be developed within rotted roots and stolons, rarely in the tubers. 
The mycelium is abundant, coenocytic, much branched, entirely intercellular, 
without production of haustoria, and in affected tubers starch remains unchanged. 
The fungus forms sporangia and resting oospores, but the sporangia are by no 
means typical of the Phytophthora group. Thus, they are not borne on aerial 
sporangiophorcs and are not adapted for aerial dispersal : they are produced 
only under aquatic conditions. Contrary to the prominent part played by the 
sporangia of P. infestans in spreading potato blight, the role of these sporangia of 
the pink-rot fungus in spreading infection is uncertain, and while the oosporic stage 
of the blight fungus is an uncommon phase of that disease, the oospores of the 
pink-rot organism are formed in great abundance in the stems, roots, and stolons 
of affected plants, and tide the fungus through the winter. 

The sporangia, developed sympodially from undifferentiated hyphae, arc obovatc, non- 
papillate, 32 by 20 p ; they are not dispersed but germinate in water while still attached, 
cither directly by germ-tube, or in¬ 
directly to form, within an extruded 
vesicle, zoospores which, after coming 
to rest, develop a wall and round-off 
to 14 /x in diameter, 
direct (Fig. 253 a). 
antheridia (amphi- 
gynous) (Fig. 253 b-d) develop on 
separate hyphae ; oospores are thick- 
walled (2 /x), 29 to 30 /x in dia¬ 
meter ‘ l0> ' °. They germinate direct 
both by long and short germ-tubes, 
in the latter case usually producing 
a large terminal cell which functions 
as a sporangium to form zoo¬ 
spores ,9 ’ ,1> . 

The fungus is much easier to 
* grow in culture on oatmeal or malt- 
extract agar <4> , and on wort-gelatine 
than on the tuber itself The 
minimum, optimum, and maximum 
temperatures for growth are 5 0 , 25 0 , 
and 31 0 C. respectively. Light has 
no appreciable effect on culture 


to form spores, 8 
which germinate 
Oogonia and 



Fig. 253 .—Phytophthora crythroseptica. . 4 , a sporangio- 
phorc and sporangia showing svmpodial develop¬ 
ment. B, the smaller (as yet) oogonium below, 
about to enter the base of the larger antheridium. 
C, the, now larger, swollen oogonium having broken 
through the antheridium, at base (amphigynous 
antheridium) (after Pethy bridge, Proc. Roy. Soc. 
Dub.). D, an oogonium showing the large oospore 
and the empty fertilisation-tube (after Foister; 
unpublished research) 
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growth, and growth under acid conditions (limit of pH 3-2) is vegetative, sexual organs 
and oospores being freely produced in neutralised media (/>H 6 to 7) over a range 
ot 5 ° to 2 5 ° C.; sporangia have not been observed on gel media <4) , but were produced when 
small portions of a pure culture were transferred to water, sporangia being developed in 
a few days, both the sporangia and resting oospores being stimulated by adding a little 
potassium permanganate (0 01 to 0 02 per cent.) to tap water (until fairly pink); When 
incubated on a slide in a moist petri-dish, at 16 0 to 20° C., the culture produced sporangia 
in about 72 hours, and when the slides bearing them were exposed to room temperature 
zoospores were produced in 2 hours ; germination of oospores can also be observed in 
this way <9) . 


The organism of pink rot is believed to survive in the soil for long periods of 
at least 4 or 5 years <2 * ,3) , in what condition is not known, but in all probability 
as oospores. As already stated, these resting spores have been found in abundance 
in the dead host, in the pith, bases of stems, stolons, and sometimes roots, and in 
a few instances under the skin of tubers decayed in the soil (2 - ,2) . There is evidence 
again that P. erythroseptica can exist in the soil as a saprophyte, growing vigorously 
and even producing oospores in various types of sterilised soil (6) , and it would 
also appear that it can grow under certain conditions in unsterilised soil and infect 
tubers in it. It has been established, however, that this organism competes very 
unfavourably with others in artificial culture and it is doubtful whether it can 
survive for sufficiently long periods in a normal soil as saprophytic mycelium to 
cause infections in subsequent seasons <2) . 

This disease is contracted from contaminated soil and in all probability in¬ 
fection starts from oospores liberated into the soil from remains of haulms, stolons, 
and sometimes roots, rarely from tubers <l,) . It can possibly be carried also into 
clean land in soil adherent to ‘ seed ’ raised-on contaminated land, or through the 
planting of diseased tubers. In the former case experience shows that the risk is 
slight, for under moist conditions during storage, tubers are quickly attacked and 
are visibly unsound by planting time. However, under drier storage conditions 
this possibility of spread from contaminated 4 seed * cannot be ruled out, and the 
obvious precaution is to wash the tubers free from all soil at lifting, and drying 
them thoroughly before storing. The spread of disease from planting of infected 
tubers is doubtful, since tubers internally affected usually rot, becoming mummified 
during storage, and the planting only of normally sprouted sets will ensure the 
freedom of the crop from disease. Pink rot is not transmitted by contact of in¬ 
fected tubers with healthy tubers in dry storage, but under conditions sufficient y 
moist it is believed that the loss in storage is due to contamination from soi 
adhering to the tubers or in soil used in clamp construction rather than from direct 


transmission from diseased to sound tubers u) . # 

From the planting of sound 4 seed ’ in soil contaminated with pink rot, infection 
takes place only under excessively moist conditions of the soil. Indeed, 11 as 
been established without doubt that practically all the features on the tu crs 
associated with pink rot can be repeated merely from simple asphyxiation sue a* 
would follow planting in water-logged soil or in land liable to flooding 12 • n 
the case of actual infection with the parasite, soils below 19 per cent, moisture- 
content did not encourage the disease, but above 24 per cent, infection set in, 


ch. xn POTATOES AND ROOT CROPS 513 

increasing with rise of water-holding capacity until at maximum moisture all 
tubers became diseased u) . Under such favourable soil conditions, warm moist 
weather for a period of several days encourages attacks of pink rot. Infection of 
the germinating seed tuber (best between 20 to 25 C., rarely below 10 or above 
30° C.) takes place at the ‘ rose ’ end, through the 1 2 * 4 5 6 * 8 * 10 11 eyes \ and unless infection is 
so severe as to destroy the sprouts before emergence — indicated by a gap in the 
row — the fungus soon enters the base of the stems, thence into the stolons, and 
to some extent into the roots. Infection of the growing plant having thus, to some- 
extent, been established systemically, but not migrating much into the aerial 
stems, the developing tubers contract the disease via the stolons and, as stated, 
their infection, therefore, begins at the 4 heel end \ Thus, there are two ways in 
which tubers can become infected, namely, from the soil at planting time, through 
the delicate tissues of the 4 eyes \ mainly at the 4 rose end ', and, as mentioned 
above, through the 4 heel end ’, while still attached to the plant; tubers in storage 
also become infected through wounds or through the 4 eyes ’ (from contaminated 
soil adhering to them), the rot increasing with rise of temperature as spring succeeds 
winter. 

Since excessive soil moisture is clearly the most important factor encouraging 
pink rot, best control can be obtained by attention to deep drainage. The trouble 
is practically unknown in moderately moist soils. Tubers from ground known to 
be contaminated with pink rot should not be used for 4 seed ’, since resting oospores 
may be carried on them in adherent soil. As the disease is soil-borne, a proper 
rotation should be observed for at least four years before restoring the potato crop. 
There is no strong evidence that the disease is spread through planting of infected 
seed, since such seed hardly ever survives till planting time, but a safe measure is 
to plant only vigorous, sprouted sets, thus ensuring perfectly healthy growth from 
the start. All infected debris of stalks, roots, and stolons (since they are the 
acknowledged means of returning the resting oospores to the ground), should be 
collected and destroyed by burning and not gathered to the manure heap. 

It is recorded that varieties of potatoes with luxuriant foliage, encouraged in 
their growth with organic and potassic fertilisers, gave good results against this 
disease on reclaimed marsh soils in Holland, with deep drainage ; but no variety 
of potato is known so far to resist the action of pink-rot disease under moist 
conditions in contaminated soils of any kind. 
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514 


SELECTED DISEASES 


PT. II 


V' 


Potato Blight, Phytophthora infestans (Mont.) de Bary 

Blight is, no doubt, the most important of all diseases of the potato in Britain 
and one which causes serious damage to haulm and tubers in humid weather 
during the growing season. It first swept through the potato fields of Europe in 
1845. Reports of spot infections had been established in Flanders, near Liege, 
in Kent, the Isle of Man, possibly Ayrshire, and probably in Ireland late in the 
previous year; but epidemiological considerations based on the dates and dis¬ 
tributions of the first attacks in 1845 preclude an earlier introduction of observable 
magnitude in 1844. Whence the disease came is uncertain ; it was prevalent 
in New York and some of the New England States for two or three years before 
the European outbreak, and perhaps also in St. Helena, then an important port 
of call for home-bound European ships ; but the likely home of the disease is 
Mexico, where it is endemic on wild native species allied to the cultivated potato, 
and it is not now possible to decide how or where it passed to the cultivated 
species, which is rare in that country (7 * 22 ’ 26 * 28 > 68) . 

On the Continent, from a focus in Flanders, where blight was seen early in 
July 1845 <0> , it spread with great rapidity through Holland, northern I'ranee, an 
eastern Germany. In the same year there is a doubtful reference to the disease 
in Jersey in June, and unmistakable evidence of its presence in Cornwall in July, 
Guernsey and south-east England early in August, the Isle of Wight a little later 1 , 
and in the south-west of Ireland in September, over three weeks later than t e 
date of the appearance of the disease in that area in the following and subsequent 
years. The resulting loss of tubers from the late attacks in 1845 and in the nc 
crop in the following year had consequences in Ireland unparalleled in any ot cr 
country, for the potato was the staple food of well over half the people, and famine, 
pestilence, and emigration reduced the population by a million and a half in tie- 
following five years (sec p. 103). Subsequent spread has been so complete t a 
probably every potato-growing country with suitable climate is infected. 

;V The first sign of the disease above ground is the appearance on the ca\cs o 
srffall brown patches, which in suitable weather increase rapidly so as o en 
involve the whole surface (Fig. 254). Extension to the stalk quickly ° ccur * c 
bad cases, and the entire crown may fall over in a rotten pulp in a few days, 
influence of the weather is most marked. In dry, clear weather success u in ec 
are limited in number and the resulting spots remain small, brovsn. an » 
while the stems may escape altogether. In warm, muggy weather with e\\ pc 
of sunshine and a ground fog or drizzle, the colour rapidly changes to a ’ 
rot is wet, the stems are quickly attacked, and a pronounced sme o e ^ 
vegetable matter is given off and becomes one of the most marked feature 
disease : the wet rot and smell are due in great part to secondary org ^ 
especially bacteria (butyric and others), which rapidly invade the ki e t,s ^ 

On the under surface of the brown spots (occasionally also on t e upp ^ 
fungus forms a whitish haze consisting of the sporangiophores bearing s P or t 

great number, from the interior of the leaf. This growth is scanty or even 
in dry weather and dense but often evanescent on moist, cloudy da\s. 
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FlC. 254.—Potato blight (Phylophthora in/eslans). On the leaves. Left, upper surface. 
Right, under surface of same (photos by Koister & Noble) 


ground parts, especially the tubers (Fig. 257), are also affected. Sometimes the 
attack is confined to them and cases have been described, for instance in 
Australia (,6a \ where there were no obvious symptoms above ground but the 
tubers were found well infected. The effect on the tubers, apart from a natural 
diminution in size and number when the green parts arc early damaged, is a dry 
rot which does not soften the tissues but causes rusty-brown markings just below 
the skin and extending inwards for a variable distance in an irregular fashion, 
while the surface is marked by corresponding depressions due to collapse of the 
underlying cells. In a dry soil nothing more than this may result, and, with proper 
methods of storage, slightly infected tubers will remain unaltered until next planting 
season, when they give rise to sound or diseased plants, according to circumstances. 
In damp, heavy soils, however, a wet rot is usually set up by the action of secondary 
organisms and many of the tubers may decay before harvest ; this wet rot may 
continue to spread in storage by contact, but the blight fungus itself does not pass 
from tuber to tuber, and nearly all the blight damage that occurs during storage is 
due to contamination of the tubers during lifting, or earlier, with spores from 
diseased leaves and haulms ,26a * 48 - 49 - SJ - 8n . Tuber infection is much heavier 
in clay than in sandy soil, perhaps because the lenticels in the latter are more 
completely suberised than those of tubers grown in clay ,J4 \ 

Phytophthora infeslans, the cause of potato blight, belongs to the Peronosporales, or 
downy mildews ; it occurs on a number of other Solanaceous hosts, the only one of 
importance being the tomato «• **• ’*• -. Some of the races of the parasite on these 

two hosts do not pass readily from one to the other, but others do ; in Jersey, where large 
field crops of potatoes and tomatoes suffering severely from blight grow close together, 
the tomatoes may be a serious menace to potatoes though passage in the opposite direction 
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does not readily occur {il \ It is interesting to note its recent occurrence in Britain, on 
Solatium crispum in Devon and Somerset, and on Lycium halimifolium in Cornwall <47b ’. 

The mycelium in the tissues consists of intercellular hyphae 4 to 8/x in diameter 
(Figs. 255, 256), and is frequently provided with lobed diverticula (Fig. 255 e) ; when 
the latter extend around the cells they may be mistaken for haustoria (l ** 861 87) . The 
haustoria in the tubers of some varieties are often thickened by a deposit probably laid 
on by the invaded cell (Fig. 256). In resistant varieties few haustoria develop, and 



FlC. 255.—Potato blight (Phytophthora infestans). A, transverse section of leaf, at ear > * ^ 

showing hyphae about to emerge at a stoma ; at right, young sporangiophorcs emergi 
mata. B, a mature sporangiophorc showing characteristic constrictions. C, sporangi. . 
indirect germination with formation of zoospores (after Ward). D, an ® 0 8 0 "' . . rt : C ul U m 
amphigynous antheridium and oospore (after Pcthybridge & Murphy). E, lo c •' g. 

probably mistaken for an haustorium from mycelium in potato tuber (after Jones . ’ |fl 
Dept. Agric. Bur. PI. Ind., Bull. 245). F, haustorium in leaf (Butler s Fungi ana 
Plants) (see Fig. 6). 
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thickened as well as uncovered haustoria are apparently only found in susceptible tubers. 
Reaction to P. infestans varies even among cells of genotypical identity. Further evidence 
of this is the observed difference between tubers and foliage in respect of resistance. 
This property in the foliage docs not necessarily imply its presence in the tubers though 
resistant tubers produce the same type of leaves ,47 ‘. 

In favourable periods fructifications may appear on newly infected leaves in 4 or 5 
days. The incubation period in the tubers may be much longer, for though early signs 
of infection may be visible around the lenticels after 3 or 4 days *°\ under normal 
conditions incubation may take about 28 days 

The branching fructifications or sporangiophorcs arise directly from the internal 
mycelium, emerging from the leaf through the stomata in little groups of about 3 to 5 
together (Fig. 255) ; emergence through or between the cells of the epidermis is also 
sometimes found. On the tubers they mainly arise from lenticels or abrasions in the 
rind. The stalk is rather slender (about 10/*), not rigid, and divides above into 2 to 4 
branches of variable length (up to 1 mm.). Sporangia arc formed at the tips of the 
branches while they are still short, but growth continues just below the spore, which 
is pushed over to one side and usually falls off ; at each point where growth has been 
renewed there is a little nodular swelling in the stalk, as many as 9 or 10 such on a single- 
branch. The sporangia are lemon-shaped, colourless, and measure from 22 to 32 by 16 
to 24/x (Fig. 255 b). When sown in water the apex becomes papillate and zoospores 
are liberated (Fig. 255 c). This indirect germination is the normal method when the 
fungus is active and the environment favourable ; otherwise germ-tubes are given out from 
the sporangia, which thus behave as conidia and germinate direct "»• 

Oospores were first seen in artificial cultures of the fungus"" but later were obtained 
on diseased tubers under natural conditions *" (Fig. 255 D). Observations, how¬ 
ever, have been few, and spread of infection is mainly by the asexual sporangia. The 
oogonia arc pear-shaped to almost spherical, 31 to 43 /x across (average 36 ,x). yellow 
or hyaline. They are fertilised by club-shaped antheridia "»•, borne apparently on a 
separate hypha from that forming the oogonium, or are produced without fertilisation. 
The oospores have a thick smooth hyaline wall and van* from 24 to 35 n (average about 
3°/0 in diameter ♦». In culture, thick-walled, pale amber-tinted chlamydospore- 
like bodies may form at the ends of hyphac "" but these have not been germinated. 

The fungus is not very readily cultivated on artificial media but can be successfully 
grown on various substances such as quaker oats, raw aseptic potato plugs, sterilised soil, 
white bean agar with 40 per cent, saccharose, and haricot bean agar " 4 * '»• *>• •*. *»>. 

Infccuop takes place through any part of the epidermis on the green parts, 
most frtfcly on the under side of the leaves, and through wounds, lenticels, and 
the outer scales of the eyes on the tubers As infection of the latter is 

ordinarily from shed sporangia, including the zoospores from sporangia, tubers near 
the surface are most often attacked, unless (as happened not uncommonly in the 
early days), a misdirected effort is made to save the crop by lifting early while the 
green tops are still shedding viable spores. 

Primary outbreaks of blight in the field usually come from the planting of 
mfected tubers "■ »• «• «• »• «• »>. It has been conclusively established That 

the mycelium in the tubers frequently survives without causing any great damage 
coming sometimes from crops that showed little disease; on planting it renews’ 
active growth, passing into the tissues of the young sprouts chiefly between the 




Fic. 256.—Potato blight (Phytophthora in/estam). The fungus in the tub , Blackwell)- 

(from work still in progress at Royal Holloway College, by courtesy of JJ 1 *** * ’ sulphuric 

A, fl, from variety Majestic, sections of fresh material treated with iodine and /01 Arran 

acid, stained with cotton blue in lactic acid, from a clamp, in January. ' rxamined in 
Banner (October). D, E, from variety Up-to-date (over-wintered in the clamp a 
April) ; C, D, E, treated with laemoid. All mounted in glycerine. 

cells of the cortex, and sporulating on the sprouts above ground lf the 
favourable (Figs. 97, 257). In storage, infected tubers sprout ear,icr Win d 
ones (6Z \ and if the same occurs in the field, early sporulation wi re ' . 

dispersion of the spores thus produced starts secondary infections, 
the sprouts from infected tubers may be healthy or some may contain 
and others not (Fig. 257). It is possible also that in soils of open texture P j$ 

may occur before the sprouts emerge and underground * rans,er . en ^V xcep t 
not precluded Ul - 57) . Little is known of the life of the fungus in t c - 
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that it can survive for eleven months in 
sterile clay (20) . It has also been suggested 
that spread from diseased seed tubers may 
take place just as has been observed to 
occur in the vicinity of old clamps, pre¬ 
sumably from waste diseased tubers left 
about the site or buried when the new 
crop is planted ,8,l> 32 \ Experiments in 
Ireland and in Russia have shown that the 
fungus from such material can sporulate 
in or on the surface of the soil ,54 - 57 \ 
and it has also been established that the 
sporangia can remain viable in soil for 
nearly two months under summer condi¬ 
tions (34 - J5> . Survival on old haulms or 
shoots from 1 ground keepers ’ (volunteer 
plants) has also been observed in the 
West of England and blighted haulms are 
found throughout the growing season in 
parts of the United States (l5 ‘. Neverthe¬ 
less, though these observations may pro¬ 
vide a partial solution of the difficulty 
that blight rarely develops in the field 
before the plants are 2 to 4 months 
old, seldom indeed until they have finished 
flowering, whereas spread from primarily 
infected sprouts would be expected much 
earlier, attempts to account for this by 
proving that the fungus can persist in the 
soil normally for long periods, as from 
season to season, have failed. The view 
has also been expressed that sprout infec¬ 
tions are insufficient to start the widespread 
outbreaks that occur ,8U - 33) . It was at 




Fic. 257.—Potato blight. The fungus in 
the tuber. A cut tuber of the variety 
Great Scot (photo by permission of 
Pathological Laboratory, Ministry of 
Agriculture) and a sprouting tuber 
producing a diseased shoot and two 
apparently healthy shoots (after Alcock 
& McIntosh, Ann. App. Biol.) 


one time thought that susceptibility increases as the plant matures, but this is 


not true, for the fungus can establish itself more quickly on young than on old 
foliage " 5> . The tendency for the infection to start at the base of the plant is due 
largely to the more favourable conditions of the microclimate (see p. 168), such as 
abundance of humidity provided by the dense growth in that situation. It has 
been observed that an attack may develop with differing intensity on two equally 
susceptible varieties according as their habit of growth induces a more (Suicisse) 
or a less (Early Rose) favourable microclimate <32 - 32a) . 


The climatic and physical conditions favouring infection and the development 
of the parasite in the tissues have been referred to earlier (see Chapter III 
p. 109) < 4 . 5 . 16 . 32 . 43. 88. 89 . 9 2>, Aer ial emergence of the hyphae takes place only 
,n an atmospheric humidity exceeding 85 per cent., while sporangia apparently 




DAYS AFTER INFECTION 

Fie. 258.— A, see text, p. 522. B, graph showing reaction of resistant (left) and susceptibl 
tubers to infection curve. //, F, incidence of haustoria and fructifications. Phase I, n° 
II, plasma granular, nucleus swells ; III, plasma fibrous, brownish ; IV, nucleus s inn 
browned ; V, cells dead (after Muller) 

form only above 95 per cent. (,6) and do not become abundant under about 
cent. (| s>. Germination of the sporangia occurs on immersion in a film oi 
and is quicker if their water content has first been lowered ,s8 '. The most 
able temperature for the production of sporangia is about 18 0 to 22° C. a 
development of zoospores about io° to 13 0 C. (extremes 6° to 15 ), but 
germination occurs through wider limits, 4^ to 30“ C. <IS * 50, 59, 91 a 
appears to inhibit production and germination of the sporangia. 1 e 1 
mycelial growth in the tissues is directly proportional to the water content 
leaves or perhaps to the ratio of water to nitrogen (l2> ; there is e\i enc 
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the plants are more susceptible to the fungus when nitrogen is withheld 174 ', and 
growth is most rapid (shortest incubation period) at 20 to 23 C., though good 
growth has been got at 27 0 C. 09 \ 

Where the mean temperature exceeds 25° C. (77^ F.) blight is practically 
unknown. Rapid development often follows a period of unusually cool weather 
bringing heavy dews or fog and stimulating the germination of the sporangia at 
the critical time, followed by a warmer moist spell to secure a short incubation 
period. The efforts to forecast outbreaks of blight and the physical data on which 
they are based have already been discussed (see Chapter V, p. 168). 

Cells of leaf and tuber tissues in contact with or near the mycelium turn brown, 
both walls and contents being affected. In the rotted tubers there is an increase 
in the pentosans and crude fibre and a decrease in dry matter <J, \ Starch is not 
hydrolysed until the cells become invaded by secondary organisms 184 ’. 

The pandemic in the middle of last century swept many of the existing varieties 
of potatoes out of cultivation, including most of those (except the Regent) then 
grown in the British Isles. It also greatly stimulated the production of new 
varieties from true seed, and before long there was evidence of the existence of 
varietal resistance, sometimes in the foliage, sometimes in the tubers, sometimes in 
both (21 - 26 b - 39a - 64> 70) . The first great variety produced was probably Nichol's 
Champion, raised from seed of unknown parentage at Ochtcrlony in 1862, though 
Myatt’s Ashlcaf raised in 1853 and the Rock, grown widely in Ireland until the 
Champion came, had considerable resistance (,7> . The running out some twenty 
years or so after they have reached their prime, which has been the fate of most of 
the improved varieties thus continually introduced down to the present day, is 
attributable to the accumulation in them of virus diseases rather than to any direct 
increase in their susceptibility to blight (see Chapter VIII, p. 256). 

The two principal methods employed in the contr ol of po tato blight, as of so 
many other dfseascs, are direct attack on the parasite by spraying and dusting, and 
the cultivation of resistant varieties. Spraying to check blight is probably more 
widely employed and gives more satisfactory results than with any other field- 
crop disease. On the whole, no fungicide is superior to Borde aux mixture ag ainst 
this disease, but Burgundy mixture is preferred in many parts of Ireland <»• «>> 
and dusting is popular elsewhere (see Chapter VII, p. 235). Correct timing is 
more important than the choice of the fungicide ,6) . Forecasting services help in 
determining this in some areas ,6a \ but elsewhere it is the practice to give the first 
application when the plants are 6 to 8 inches high, repeating every ten days or a 
fortnight, sometimes until six applications have been given. In Britain the early 
crop is not usually treated, as it matures before the onset of the disease. Main 
crop varieties may require the first treatment between the middle of June and mid- 
July, depending on the district and state of the crop and of the weather. Frequent 
earthing-up of the growing crop diminishes the risk of tuber infection, while 
spraying to destroy the haulms two or more weeks before lifting has become 
increasingly popular in recent years, 100 gallons per acre of 10 to 20 per cent, 
sulphuric acid or 5 per cent, copper sulphate, or 12 lb. of the sulphate plus 
4 lb. caustic soda m 40 gallons water, being used 0.37. so). Tar-acid sprays are 
effective non-corrosive substitutes for the acid < 92 \ In view of the danger of surface 
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contamination from diseased haulms these should not be used to cover the clamps. 
The tubers should be stored dry and the clamps as well ventilated as possible. Im¬ 
mediate disinfection on lifting tubers destined for seed has been beneficial in some 
tests, o-i per cent, corrosive sublimate or a dip of a half to one minute in an 
organo-mercury compound being advised <26a *. 

Breeding for blight resistance has been methodically pursued in several 
countries during recent times < 88c - *'• 21 27 - 4 °- 47a - 6569a - 72 - 77 - 78> 83a> 88a) -- The first 

step, as usual, has been to obtain a sufficient range of variable parent material for 
intra- and interspecific crossing and subsequent selection. The inoculation of 
tubers for tests is usually performed with zoospores, maintaining the tubers at a 
constant temperature of 19 0 C. <47a) . Since the European varieties are probably 
descended from only a few primitive types (4i \ a wider choice of immune and partially 
immune varieties has been sought by various expeditions to Central and South 
America <28 a> (p. 250). The wild immune hcxaploid Solatium demissum from 
Mexico, when used as the female parent, has yielded many hybrids with cultivated 
potatoes (4,> 42 * 43) . Promising results have already been secured by crossing 
cultivated varieties with certain wild races of Central or South American origin 
known as the ‘ W ’ races. Muller < 47 - 47a > in Germany has found the reactions of 
these races to inoculation to proceed in five stages, and with the aid of a vita 
stain (methylene blue) these reactions of the tubers could be examined step > 
step, until the cells were killed, the necrotic tissue forming a barrier to furt er 
spread of the disease. These stages follow rapidly on one another in resistan 
varieties but slowly in susceptible ones, the genes for resistance acting simp y a 
accelerators. Fungal development in resistant varieties is poor, haustoria an 
sporangia are few or absent, the final phase being reached considerably car icr a 
in susceptible varieties < 47a > (Fig. 258). The reaction is one of speed ofproductw 
of a substance toxic to the fungus, and not one of the presence or absence o 
toxin. A complication in the breeding for blight resistance is the discovery o # 
strains of the fungus, 31 in all being recorded in experimental areas in ® r ™ a '' 
Attempt has been made to group these into A ’, ‘ R \ ‘ C \ etc. strains, u . . 
designations are a little unreal as all gradations of host reaction towards t tQ 

Strain ‘ A ’ is the most important as it attacks all commercial '’ anct ' cs ’ n 

which the 4 W ’ types arc highly resistant though not immune. Thus the 
variety Aquila is resistant to British strains 4 A ' and 4 C ’, but suscepti c 
• B ' of blight. In Fig. 258 A. a • W 1 tuber is shown inoculated wrthftr ^ 
and the reaction of the tuber has been so rapid that a necrotic area ( ) 

formed. Local 4 immunisation ’ (‘ vaccination ’) has been set up m 
tissue extending for some 20-30 cells below the necrotic area as s ow 
quent (1 hour) inoculation with a strain of P . tnfestans to \\ ic , yQnc 

susceptible. This strain avoids, or grows sparsely into, the immu‘ . thc 

but normally into thc tissues below, which the immunising e ec , :„f es tans 
first inoculation, had not reached. The reaction between the tu er an ’ 
is not specific, and a similar reaction may take place against ot tr P a . isolated 
substance exosmosed from the hyphae is, however, specific an > 
by Muller and his students. 

• Communicated by Professor K. O. Muller. 
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Black Scurf of Potato, Corticium solani (Prill. & Delacr.) Bourd. & Galz. 

‘ Black scurf ‘ Rhizoctonia disease \ or * stem canker of potatoes is foun 
wherever the crop is grown. It is caused by a soil-inhabiting basi ,on jy ^ 
Corticium solani <2I) , better known as Rhizoctonia solani <l2) , the name app 
the sterile mycelial form of the fungus. The latter exists as a brownish myc 
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on the tubers and sometimes on the basal parts of the plant itself, forming small, 
shiny black sclerotia, superficial and easily removable, spreading over these parts* 
in black, scurfy incrustations (Fig. 259). The fungus attacks an unusually wide- 
range of hosts, some 230 plants belonging to 66 families being listed, in 1930, as 
susceptible hosts They include ornamental plants and weeds, as well as plants 
of economic importance ot such diverse habit as coniferous trees, lettuce, sugar 
beet, tomatoes, cucumbers, etc. 

Reports vary considerably as to the importance of black scurf in respect of 
losses in the potato crop. In Britain the disease does not assume serious propor¬ 
tions, and if cultivation is good, and proper rotations are observed, losses are 
small; but crops grown in the same land every year, especially if the soil is heavy, 
wet, and undrained, may show heavy losses In Washington « 7 \ from the point 
of view of losses sustained, it is reported to rank second only to virus diseases in 
this host, and it is of increasing importance in (lermanv ,M *«- 

While the effects of the disease on the tubers themselves, in the form of super¬ 
ficial sclerotia, are not of a serious nature, the attacks of the fungus on the basal 
parts of the stem, by reducing the vitality of the green shoots, may impoverish the 



•ua) solaru. Affected plant showing down 
attack by the fungus on underground part 
r a symptom of primary ' leaf roll * due to 
dark mycelial strands of Rhizoctonia solani 
1 of same (photos by McKav) 
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whole underground system of the plant, with the result that the yield of tubers is 
reduced. It is still uncertain to what extent the fungus causes a rotting of the 
tubers ,lsa) . The symptoms on the subterranean parts arise by direct action of the 
parasite on these parts ; those shown by the green shoots follow indirectly upon 
underground infection and disturbance of the normal functions of the rooting 
system (7> . The fungus in the soil attacks the young sprouts on the germinating 
tuber from the earliest stages of growth, destroying them on the seed-piece, or 
causing them to develop lumps like small tubers instead of shoots. Sprouts 
which survive these early attacks may become infected at any time before or soon 


after breaking through the soil ; as many as six or more unsuccessful attempts may 
be made before the germinating tuber eventually produces a shoot above ground (7) . 
Young tips may be attacked and browned, or lower down on the sprouts, brown, 
sunken, circular or elongated spots may appear. The growing points of stolons, 
like those of young shoots, arc especially liable to attack. These infections during 
early growth are said to be correlated with prevailingly low temperatures, and it 
appears that above 21 C. the young sprouts arc able to make such good growth as 
to outpace the fungus, which, moreover, loses much of its virulence with rise ot 
temperature <,8) . This phase of the disease is common with early plantings, due 
presumably to lower prevailing temperatures, but there is no evidence that it 



ig. 260— Black scurf of potato, .-f. base of stem of potato plant showmR the white frumnp^s ^ ^ 
Corticium soluni (photo by McKay). B. C, potato sprouts affected b> the canK 
disease (photos by Millard) 
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attacks early more than late varieties of potatoes ' 2SI . But probably the most 
destructive stage of the disease is the production of one or more cankers which 
form irregular elongated brown areas on the underground portion of the main 
stem, at, or just below, the surface of the soil (Fig. 260). This canker phase of the 
disease seems to be serious around a temperature of 18 C., and even at as low a 
temperature as 9 C. damage may be extensive nSl . While some doubt exists as 
to the capacity of several strains of Rhizoctunia to destroy the sprouts before 
emergence, it is said that practically all strains pathogenic to potato are able to 
cause stem canker, with or without wounding The canker may be so severe 
as to girdle the stem, so that the part above the lesion dies. Below the seat of 
injury, however, one or more new buds may develop to produce fresh shoots 
which often escape infection and grow into vigorous plants. By the destruction 
of the cortical tissues of the stolons, cankers may form in precisely the same way 
on these underground branches as on the stem, and if the stolons are girdled the 
crop of young tubers may be lost entirely. Partially girdling cankers on stems 
and stolons are, of course, not so serious, but they interfere appreciably with the 
translocation of food and swelling of the tubers. Moreover, buds towards the 
base of the stem, instead of contributing to the formation of stolons, may swell 
abnormally and give rise to 4 aerial tubers ’ and, following upon the impoverish¬ 
ment of the rooting system, the parts above ground turn yellow, the uppermost 
leaves tend to become 4 bunchy \ and there is often a peculiar rolling of the leaf 
edges (Fig. 259) which is by no means easy to distinguish from true 4 leaf roll ' 
due to virus trouble (7> . Infected plants which have become more or less estab¬ 
lished may show early signs of new-tuber infection by the presence of brown 
discoloured areas extending from the affected stolons. These areas may consist of 
a mere russeting of the skin or there may result a more severe corrosion, marked 
by narrow cavities of irregular shape, sometimes as much as } inch across ; such 
cavities may usually be found lined with the brown mycelium of the fungus. As 
the tubers mature, sclcrotia begin to appear and, before harvest, the tuber finally 
develops a slow type of rot which starts at the 4 heel end \ and, if placed in storage, 
decay sets in in the form of a dry rot which is delimited from the firm flesh by a 
layer of toughened dead tissue 17 *. Sclerotia are typically formed on the tubers 
(fig. 259) and less frequently on the basal parts of affected stems and on the roots. 
They arc of irregular shape, black, closely adpressed to the skin, and vary in size 
from a pea to a pin-head. Their formation on the tuber is stimulated by falling 
temperature and they occur more in dry than wet soils, and arise in greater number 
on the under than the upper side of the tuber in the ground. They are heralded 
at various spots on the tuber by small groups of white cottony hyphae composed of 
closely interwoven filaments derived from the brown investing mycelium (Fig. 259); 
the groups gradually darken and harden to form the black sclerotial bodies; they 
develop in the same way in culture, from small, white, woolly masses of mycelium. 
Being entirely of superficial origin, sclerotia do little material harm to the tuber 
and in no way affect the vitality or keeping qualities of the potato ,7 ». But, carried 
on the surface of the planted seed tuber, or liberated into the soil, sclerotia are 
probably the principal means of perpetuating the disease, and these resistant bodies 
arc known to be still viable in the soil after more than a year (,6 ». 
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The mycelium of Rhizo- 
ctoma solani varies considerably 
in appearance with age, both 
under natural conditions and in 
culture on a wide range of 
media ; at first colourless and 
vacuolated, later it deepens to a 
yellow and finally to a rather 
deep-brown colour, the cell- 
contents meanwhile becoming 
granular and finally disappear¬ 
ing almost entirely. A very 
characteristic feature is the con¬ 
striction of the hyphal branches 
at the points of origin (Fig. 
261). Though fusions between 
hyphae are fairly common, no 
clamp connections are formed. 
The organism grows in culture 
over a wide range of hydrogen- 
ion concentration, but variation 
in degree of acidity produces 
marked differences in growth- 
characters of different isolates, 
and affects also the size and 
colour oft he sclerotia"* > . Under 
natural conditions the fungus 
appears to thrive best in acid 
soils. 

The perfect, basidiomycetc 
stage, Cortieium solani (fig- 
260 A), has been observed by several authors. Though it has been stated that the fungus is 
homothallic <|6, I a study of this organism causing a disease of cotton in South Carolina 
showed, however, that the Corticium -stage was produced under artificial conditions on a 
non-living substrate only when multispore transfers were made A cool period an an 
abundance of moisture in the soil appear to be the necessary conditions for the deve op- 

ment of this perfect reproductive stage. The fructifications are not at all typical of the hig >cr 

basidiomycetes ; there is no well-defined sporophore, but a somewhat diffuse ashy-gre) 
mat of mycelium arising from the dark-brown mycelium, prior to sporophore formation, 
gathers in greater profusion at some parts of the host than others so as to form a netwo 
chiefly around the base of the plant, and sometimes extending for several centimetres uj 
the stem, and even extending as far as the stalks of the lowermost foliage leaves, ut o 
for support. The hymenium consists merely of a layer of hyphae arising from the gj , *>* 
mycelial mat, in which the septated hyphae show a multinuclcate condition unti 
give rise, especially towards the margin of the diffuse hymenium, to a num er .° 
nucleate hyphae which finally bear the club-shaped basidia furnished with four stengrn^ 
and spores ; the latter are colourless, oval to ovate, from 9 to 14 by 6 to 8/x , 1 er ^ 
no cystidia ,,6) . There is no evidence that the basidiospores ever cause infections, ^ 
attempts at artificial infections are reported not to be successful, but further imcstig 


FlC. 261. —Rhizoctonia solani. A, lobulatc. moniliform, and 
‘ elbowed ’ cells of the mycelium, from a culture. B, 
from a section of a sclcrotium on potato. C, cells isolated 
by maceration of a sclcrotium. D, young hyphae from a 
young sclerotial tuft on lettuce (after Duggar) 
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S v t ' “ ° Und ,ha ' is ° la,es ob,aincd from spore collections yield 

a very high percentage of v.rulent strains while other strains appear to be harmless •••• 
Moreover, as above ment.oned, the complete life-cycle of the fungus is effected only when 

sTS'Ya : U m S r a h C T'" ThC fUnRUS P 08 **** 3 * rca ' " umb " °f decent 

strams and attempt has been made, on various grounds, to arrange them in groups 
borne strams appear to he associated with certain types of lesions on the stem, either large 

tik aiXYTYT Y ^ ^ T* S ' rai " S 3rC m ° re ,iable '*>*" others i 

differ a w development of the tuber-sprouts «* and whi)e m slrains 

' “" s,derab| y '» virulence on the same host under like conditions, variability also 
exists in the amount of mycelium, capacity to form sclerotia, the si/e of sclerotia degree 

t e :T: an 1 ab "7 ,0 a,, “ k ,hC hOS ' 0nlV " i,hin “« ai " b — of -pera- 

, . • ^ ertam lsola,cs havc a different host range "•>; thus, as mentioned else 

:' h ; n r V" H IS °' ,k P ’ S. 8 ^* lhe s,rain a,, acking sugar beet (the Cor/,Wi/m-stage has no. 
been found on the bee.) does no, attack the potato, and vice versa ; but there is sti a 
great deal to determine in respect of physiologic specialisation within this species"*- 


*»* 


the 


There is little doubt that the organism of black scurf is capable of existing in 
sod as a saprophyte <r. 4. »a). „ possesscs a considerable degree of resistance 

cl roVa"whid h Pr ° f °‘ her , SOi ' ° rRanismS : and fr °m mycelium and 
sclerous which have over-wintered in the soil, or from sclerotia carried on seed 
tubers, infections of potato plants start anew. 

The rejuvenated mycelium in the soil, or the mycelium given forth by the 

fo PenT, 7e ^ ** T" "' C ^ 3 " d 3S ^ stated proceed 

sunken n h r"*, S - r0U ' 3t lhe 3peX ' ° r 3 li,,lc lo "' er down, ,0 form brown 
sunken lesions Inoculation experiments show that the tips of the infecting hvnh J 

txert considerable mechanical pressure on the cuticle and eDidermk nf ‘ 

shoots, and after entry the epidermal cells are rapidly delroyed Thf mS 

lame lac of the underlying tissue are early dissolved and the fungus soon find^ 

early spring ; plants partially infected make good recovery during warm d" 8 

"opTbu^hos" 8 f r “\ N „ ot on,y 

mountam valleys where soil temperatures are low aTo'soffer se'Scell-'''Th" a " d "! 

l r so " 

crop <">. p u . .l t f greatest amount of damage to the 

the moisture content of the soil” While ^ C °^ ,d ^ red a P art ^om that of 

disease is more severe when so,1 ^ lhat the 

warm and moist, certain strains of the fungus have bee^ f d ' han when 

‘ d " - *- — — -* 
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It is very probable, therefore, that there are other factors besides temperature 
and moisture-content of the soil which influence this disease, but whether they 
affect the host or the relative virulence of the parasite has not been determined (24) . 

It is obvious that seed tubers bearing sclerotia should be rejected for planting; 
and since the young sprouts are so liable to attack, the danger of early disease is 
greatly reduced if only sprouted tubers with sturdy, well-developed shoots are 
used, and to induce quick emergence shallow planting is advised < l6a * 26a >. The 
treatment of seed tubers with disinfectant appears to be of doubtful value (s - 26) . 
Mercuric chloride, formalin, and potassium permanganate arc recommended for 
tuber-steeping; a 5-minutes’ treatment in cold, acidulated mercuric chloride, 
i part each of chloride and commercial hydrochloric acid, in 500 parts of water, 
destroys the majority of sclerotia on the tubers but large sclerotia need a longer 
time than small ones ,4 - 22 >. Formaldehyde treatment, 1 in 120, at a temperature 

between 122 and 124 F. for 4 minutes is effective ; after steeping, the tubers are . 
allowed to dry (,0) . One per cent, solution of permanganate is also effective as a 
steeping agent (,7) . The disease is best controlled by crop rotation, but it is im¬ 
portant to know the range of host plants susceptible to the particular strain of the 
pathogen in the area (,l> . Having in mind the longevity of the sclerotia, rotations 
of from 4 to 6 years arc advisable. In New Zealand rotations of 2 or 3 years with 
cereals, brassicas, and legumes have proved effective, and laying the area affected 
down to grass for 4 years practically eliminated the disease (6) . The use of rye as 
a green manure in a 2-years’ rotation with oats is also recommended 
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Black Dot of Potato, Colletotrichum atramentarium (Berk. &: Br.) Taubcnh. 

This disease usually attacks potato plants from midsummer to autumn, during 
comparatively dry seasons. It is much more common in warmer latitudes than 
in countries of temperate climate like Britain, though appreciable losses may be 
experienced in this country under dry. warm conditions. The disease is known 

in many parts of Europe, in the United States and Canada. South Africa Ilraril 
and Australia < 7 >. ' * 

Black dot * is caused by Colletotrichum atramentarium <-’• "'(Fungi Imperfecti) 
and the same organism causes a similar disease of the tomato plant "• s. *. n» 
Affected plants usually exhibit much yellowing and drying of the foliage and 
d the drying is relatively slow a number of axillary buds become swollen, and in 
certain varieties of potatoes aerial tubers may be developed. If infection is earlv 
the plants remain small, especially under dry conditions. The stems are commonly 
affected towards the base, even down to the parent tuber, and there is considerable 
destruction of the stem tissues. The greatest amount of tissue injury is in the 
cortex, which may peel off from the dried stem in some quantity, and the vascular 
cylinder may also become involved, a delicate amethyst colour pervading the entire 
vascular system of the rotted stem. A characteristic feature of the disease is the 
development of numerous tiny black sclerotia embedded in the moribund tissues 
on both sides of the vascular cylinder (Figs. i S A. 262). They mav also be formed on 
the inner side of the cortex, which by this time is more or less loosened and easilv 
removable from the stem. 

frrtT| h V t0l0n8 arc atlackcd even more severely than the stems and become in- 
fected at any stage in the development of 

young tubers. Not uncommonly a stolon J 

may be completely severed by the disease, Si 

so that young tubers are left stranded, and ,V Hal , V 

at digging time may be seen to carry wisps Jjf ‘ j.JR 

of dried, rotted stolon, which may often J lEti' 

be found to carry small sclerotia. Older pi 'TftB M 

tubers usually bear sclerotia on the side i Tin : M 

uppermost in the soil, and these tiny bodies -V » ; gH H 

may vary in number from comparatively jOHM "y 

f w 10 several hundred on a single tuber. jV £ 

Sclerotia may also be found on tubers still &L 
attached to the stolons, though the latter ^m\ » ra 

may to all appearances be quite free from B \Wi J 

infection. The roots are also liable to be ! 1 

attacked at all stages of growth, and, like • ™. . 1 ;§ 1 

the stem, suffer decortication. Infected B A V ’ 

plants pulled up will often show only F|r 6 ..... C 

stnngy remains of the roots on which bits 

cortex carrying the characteristic s,ems - .<•-*. photo. Adv. Lft. 296° bv 

sclerotia are again found < 7 - '*»>. permission of Minis. Agric. B, C. photos 

by hoister & Noble) 
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The sclerotia are found on practically all parts of the plant 
near, or in, the soil, on the lower parts of the haulms, or within the 
pith cavity of the stems, on the roots and on the stolons. They 
arc small, round, black bodies, varying from ioo/z to 0-5 mm. in 
diameter, and may or may not be furnished with stiff bristles or 
setae which vary in length from 80 to 350^ ; as many as 70 setae 
may be found on a single sclerotium. The sclerotia are rich in oil, 
and in germination produce a globular pink mass of spores on the 
surface. In culture (at 21 0 C.) the fungus produces a white, silky 
mycelium which, according to the type of medium, produces an 
amethystine or yellowish colour in the medium, a portent of sporu- 
lation. Later, the mycelium disappears and the culture passes over to the formation 
of the characteristic sclerotia which develop in concentric rings, and often in such great 
profusion as to cover the medium with a dark crust. When spores arc developed in 
culture (Fig. 263) they may cither be formed singly at the ends of short hyphae or in a 
close layer from a number of conidiophores ; the latter arc from 10 to 30 /x in length, 
occasionally branched, and septated ; the spores are oval, continuous, slightly curved, 
hyaline singly, pink in the mass, and measure from 17-5 to 22 by 3 to 7-5 n ; they are 1- to 
3-guttulate. Saltations are frequent ,6> 7 - **. 



Fig. 263. — Colleto- 
trichum atramen- 
tarium. The 
spores ( x 685) 
(after Duke. 
Trans. Bril. 
Myc. Soc.) 


The fungus survives from season to season in the form of sclerotia in host 
debris, and may thus pass into the soil in which they are known to live for more 
than a year 17 '. The disease may also start anew by the planting of seed tubers 
bearing sclerotia. The first infections are probably contracted by the roots whence 
the fungus passes into all the other parts, below soil-level ; the mycelium has even 
been found to pass from the vascular cylinder of the stem into the leaves <7) . 

Much can be done to avoid this disease by preventing the return of sclerotia 
into the soil, and all infected haulms should be destroyed by burning. Crop 
rotation should also be observed, to starve the sclerotia out of the soil. 
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Dry Rot of Potato, Fusarium caeruleum (Lib.) Sacc. 

Fusarium dry rot of potatoes, in Britain, attacks the tubers only in 
In America, certain species of Fusarium also cause potato rot by direct pene1 r 
during the growth of the tubers on the stolons <0> , but this mode of attac a 
been observed in this country. It is true that contamination with the n K 
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occurs while the tubers are in the 
ground, but the disease does not de¬ 
velop until some time after lifting < l * ) . 

Dry rot tends to increase as the 
tubers become more mature ,s * lo *; it 
is most serious on seed tubers of early 
varieties, and seems to worsen from 
December onwards; but in some 
years it may occur, as in 1934 and 
>935 ‘ n England on second early and 
maincrop varieties, as well on the early 
kinds ; in 1936 it was mostly on early 
varieties. The general impression is 
that dry rot is more in evidence follow¬ 
ing a dry season (3a ‘. The rot may 
start at any point on the tuber, usually 
from a wound, and if it appears at 
numerous distinct spots, which later 
become joined together, the probability 
is that infection originated in a number 
of the lenticels <*>. At such infected 
areas, the skin is slightly sunken and 
dark in colour. As the area spreads 
and the disease enters more and more 
into the flesh of the tuber, the overlying skin develops a series of wrinkles which 
are arranged concentrically around the seat of infection. With progressive rotting 
aud loss of water, the tuber gradually shrinks, becoming dry and almost hard. 

me fungal pustules, changing to pink upon exposure to light, soon make their 
appearance on the wrinkled skin, and when cut, the decayed tuber will show 
^ Z 7 r | C3Vitie ? fi,led Wilh m y cdium which is distinctly blue in some parts 
wi-i Sh arOUnd lhe cav,tlcs ma >' a,so be similarly coloured (Fig. 264) 
of n , , 7 re arC numerous fu "gi 61 reported to be associated with decay 
po ato tubers, and these include numerous species of Fusarium (s - "> there is 

fwLT e 7 nl u a I, lhC J most . viruIent P arasilc cau sing dry rot of tubers is 
loriMlT . Uum ’ and S,ra,ns 0f ,his or S anism a PP ear differ in morpho- 

nd in r reS pe r ain,ng t0 gr0Wth and P roduction of s P orcs > in pathogenicity, 
ana in colour production in cultures. b 3 

Eive T r l iL P ,r„ l !!“ ° r S,r ° ma,a ,. 0 " ,he ,ub " consist “f closely interwoven hyphae which 
hhmt \ numcr0US branched comdiophores bearing sickle-shaped conidia which are 

K . measure, for the non-septate kind, 14 by V7u; the i-sentate m Kv . , 
chains, or in irregular erouos **» In mltur* __ • . ” . m S 0 • ,n P a, rs, in 

chlamydospores develo/in ^ahunda^T^^^ £ 


Fig. 264.—Dry rot of potato (Fusarium (acruleum). 
Below, two tubers showing the white my¬ 
celium on the wrinkled surface (photo by 
Roister & Noble). 'Pop. tuber cut open, show ¬ 
ing cavity filled with mycelium, with dark- 
coloured tissue around (photo by McKay) 
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Fl«. 265. — Fusarium caeruUum. .-I, branched conidiophorc ; note, 
a ' collar ’ at the end of each steriema, except on the one on 
left which is producing a young conidium ( - 330). H, conidia. 
C, germinating conidia. D, L\ chlamydospores (after Pcthy- 
hridge & I.afferty, Sei. Proc. Hoy. Dub. Sue.) 


surface of the substrate; on 
rich media, at low tempera¬ 
tures, growth is purely my¬ 
celial ; no sporodochia are 
formed in artificial cultures 
on agar <,0) . The colour of 
the spores and staining of 
the medium apparently de¬ 
pend on various factors, 
such as length of exposure 
to light, reaction of the 
medium, high carbon-nitro¬ 
gen ratio, and degree of 
aeration ; the spores remain 
colourless when submerged, 
as in liquid cultures ; in 
the dark the conidia are 
greenish blue; in acid media 
the colour is wine red, in 
alkaline media, deep blue, 
and the fungus in its growth 
on acid media changes the 
colour from red to blue 
The maximum acidity toler¬ 


ated by the fujjgus is near />H„ and growth is still possible at />H I0J . It is noteworthy 
that the reaction of the expressed sap of healthy tubers is acid while that of the rotted 


tubers is alkaline. 


F. caeruUum has a high capacity for producing chlamydospores, especially under 
conditions of reduced aeration They arc often formed in abundance when sporulation 
is scanty *»• *>. One or more cells of a conidium may become thicker-walled than the 
other cells, to form a chlamydosporc, and even when conidia germinate in the ordinary 
way, the tip of the germ-tube often expands into a swelling which becomes thick-walled 
before its separation as a chlamydosporc. 


The fungus may be carried in field soils and in soil on the dug tubers, on 
contaminated knives used in seed-cutting, seed-boxes, etc. (,a - *• s - 8> . The disease- 
spreads from tuber to tuber in storage, mainly through wounds and, probably 
under unusually moist conditions, through the ' eyes * and lcnticels as well. It is 
recorded that healthy tubers became infected after being steeped in a spore sus¬ 
pension, and infection has also been observed to start at ‘ powdery scab ’ ( Spongo - 
spora subterranca) lesions (l \ and on uns prouted ‘ eyes ’ which were apparently quite 
free from any injury <s) . The mycelium in the tuber is intercellular in those parts 
where it is advancing into the healthy tissue, but in the rotted, brown parts it occurs 
both between and within the dead cells ; the starch contents arc not attacked. 

F. caeruUum attacks potatoes in storage over a wide range of temperature, 
is equally active during low night temperatures of o° to 6° C. as it is during a a> 
temperature of 25 0 C., but is inhibited at 30° C. The optimum temperature tor 
growth of the fungus lies between 15 0 and 25° C., the minimum and maximum 
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being slightly below 5 and 30 C. respectively 13 '. 

Early infections are greatly encouraged by high atmospheric humidities, though 
a 50 per cent, saturation is often sufficient ' 5 '. Once infection becomes established, 
however, progress of the disease is practically independent of the amount of 
moisture in the air. But there is little doubt that rapid evaporation taking place 
at the surface of a wound, by encouraging the formation of callus, helps the wound 
to heal quickly and under such conditions infection may be checked. 

The varieties Eclipse, Windsor Castle, and Epicure are usually less susceptible 
than Sharpe’s Express, Ninety Fold, Early Puritan, May Queen, Duke of York, 
Arran Pilot, Catriona, and Midlothian Early, while main-crop varieties are, in 
general, less subject to dry rot than the early varieties * 5 '. Doon Star is most 
susceptible, and Majestic is frequently attacked "• ,a '. 

Since dry rot is contracted mainly through wounds, care should be taken at 
riddling and handling of the tubers, to avoid breaking the skin u) . If the mechanical 
digger is employed it should be manipulated so as to throw up sufficient soil to 
prevent bruising the tubers. To avoid ' sweating ' and premature sprouting the 
lifted tubers should be placed in shallow boxes in a cool store adequately lighted 
and ventilated. Knives, old sprouting boxes, and baskets used for carrying tubers, 
should be thoroughly disinfected before use. During storage, tubers should be 
examined periodically for symptoms of dry rot and affected ones removed or 
boiled if fed to stock. 

Good control over the disease may be obtained by the use of an organo- 
mercuric dip, immediately after lifting and the tubers should be thoroughly dried 
after dipping, otherwise soft rots are liable to set in ,21 . Since contaminated soil 
is the chief source of infection, washing the tubers greatly reduces the risk of 
disease ,8a) . Dipping in 1 per cent, solution of formalin for J to \ minute also 
gives effective control 
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Silver Scurf of Potato, Spondy/ocladium atrovirens Harz. 

This disease of potato tubers has been known in Europe since 1871 ,sl . Its 
appearance in the United States was considerably later, in 1908 (3) , and in 1914 
was reported in Australia <•>; it is now widely distributed in most potato-growing 
areas <4 > 6 > 8). i t attacks no other host. 

Silver scurf disease, confined to the tubers, is mainly superficial, and no rotting 
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of the tissues follows upon infec¬ 
tion. It attacks tubers which are 
mature or nearly mature. At 
harvest time the trouble is barely 
evident, but there is considerable 
disfigurement of the tubers under 
too moist and too warm conditions 
in storage. The early symptoms 
of disease, if looked for soon after 
digging, are very difficult to detect, 
but occur chiefly towards the 
stolon end of the tuber as tiny, 
buff-coloured spots with a finely 
fimbriated margin. The spots are 


Fig. 266.— Silver scurf of potato ( Spondylodadium seen to better advantage if the 
atrovirens). A, conidiophorcs and conidia from affected part IS wetted, when the 

tuber. B, C, conidia. D, E, germinating conidia , , r . . _ j __ 

( n approx. 380) (after Burke, CormU Bulletin 692) whole area presents a gla/ed or 

silvery appearance, producing a 
striking effect on coloured varieties of tubers where the pigment is destroyed 
over the affected area. Usually only a part of the surface is affected though 
a fair portion of the tuber may often be covered <2> . The effect of the disease 
is cither to cause a sloughing-off of patches of the cork layers, forming ‘ scurf , 
or if the affected spots remain intact the overlying cork layers arc raised up so 
that air pockets are formed, hence the silvery appearance of the tubers when 
wetted. In any case, the ultimate effect is a gradual drying of the tubers, which 
soon present a shrivelled and wrinkled appearance in storage. The grey,' silvered 
areas soon become covered with an olivaceous mass of conidia and in severe 


infection the whole surface of the tuber may be rendered dull black and sooty. 


Silver scurf is caused by Spondylocladium atrovirens (Fungi Impcrfccti) , J ) . Its mycelium 
in artificial culture or on moist tubers is slow-growing ; the optimum temperature is 24 
C., no growth occurring at extreme temperatures of 3 0 and 33 0 C. ; and high humidities 
of 95-6 per cent, or more are essential. The mycelium in culture or in the tuber lesions is 
hyaline at first, then brown, the hyphac being straight and septated ; later, the mycelium 
consists of round to barrel-shaped cells of a very dark colour, and on the tubers simi ar 
globular cells become massed together to form tiny bodies resembling microsc erotia. 
Conidia appear in the cultures in about 10 to 12 days, forming a greyish-black mass over 
the medium. The dark-olive or brown multiseptatc conidiophorcs are very varia > c in 
length, from 150 to 375 /x, and rounded at the base ; the conidia are borne at the *P e *’ 
at the distal end of the intermediate cells, in whorls, down to about half the lengt o 
conidiophore (Fig. 266). The elongate-ovoid conidia attached at the broader end are 
highly variable in dimensions, ranging from 35 to 61 by 7*5 to 12/x, the majority ei 
from 35 to 40 by 8/x, and 5- to 7-septate «*• »; they germinate from the narrow 
usually, but any other cell may produce germ-tubes as well ' ,l . Sporulation occurs o 
a wide range of temperature from 6° to 27° C. w . 

Primary infections appear to take place at the stolon end of the tuber, arising 
probably from contact with the infected mother-tuber, and not from in cc 



CH. XII 


537 


POTATOES AND ROOT CROPS 

travelling along the stolon. Early infections may also start at any other point on 
the tuber, probably through lenticels. These early infections make little progress 
until the haulms are dead and the tubers more or less matured in the soil before 
they are lifted. The exact method of penetration is not known but the mycelium 
gathers chiefly below the cork layers, and conidia appear in 3 or 4 weeks after 
invasion. Infection and creation of new lesions continue during the storage period 
under conditions of high humidity and warm temperature. 

The fungus probably thrives in the soil as a saprophyte 48 \ especially in humus 
soils (2 ‘, but is probably carried from season to season with the 4 seed ’, particularly 
by infected tubers left in the soil from a previous crop. 

The disease may be held in check by keeping the tubers stored at as low a 
temperature as possible ; no fresh lesions were seen to occur nor the disease to 
spread at temperatures below 37 0 F. and at humidities below 90 per cent. 12 \ 
Steeping the tubers as a possible seed treatment against the disease is also effective ; 
dipping in a 1 per cent, solution of malachite green for 5 minutes, or a mixture of 
0-5 gm. mercuric chloride and 0-5 gm. mercuric cyanide in a litre of water, applied 
\ for the same period, prevented spore formation without harming the tubers. 
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Skin Spot of Potato, Oospora pustulous Owen & Wakef. 

This tuber disease of potatoes causes superficial blemishes on the skin but is 
much more serious in its effects on the 4 eyes ’ as, by its destruction of the buds, 
tubers may be rendered 4 blind ’ and therefore unfit for 4 seed ’ purposes. In 
Britain, losses of 20 to 30 per cent, have been noted in stocks of seed tubers, due 
to this disease (4) . 

Skin-spot disease was first recognised in Britain in 1904, on potatoes from 
Lancashire <J >. The trouble is difficult to detect at lifting time, and it is essentially 
a disease which develops in storage and clamps. It does not affect all varieties 
of potatoes in the same way. In Scotland it was observed that, while the variety 
O olden Wonder remained free from the trouble, others such as Kerr’s Pink, Arran 
Chief, and Arran Banner were frequently badly affected with a general spotting of 
the tubers but without damage to the sprouting eyes, while crops of Ally, Majestic, 
and King Edward suffered from blindness as well (,) . 

On coarse-skinned potatoes, such as Arran Chief, the spots are like tiny pimples 
over which the skin remains stretched, unbroken and shiny and of the same colour 
- as the rest of the tuber when dry, but a darker brown when wetted. On a smooth¬ 
skinned variety, such as King Edward, the spots are round and sunken but with 
a slightly raised centre, brown or black in colour. Spots of an intermediate character 
may also occur but not usually on one and the same tuber <’> ; the pimple form has 
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Flo. 2 < 17.—Skin spot of potato (Om/toru puslulam). 
Affected tuber from which the skin has been 
lightly peeled, show ini; the dark, dead tissue 
beneath each spot (photo. Adv. Lft. 
by permission of Minis. Agric.) 


been observed on King Edward tubers 
to become depressed at the centre as 
the spots get older <5) . In any case, 
the spots may occur singly here and 
there, or in groups, and may join 
together so that large areas of a tuber 
are frequently covered with them, 
though one side is often more spotted 
than the other. But there is little 
invasion of the disease into the flesh 
and the tuber remains firm through¬ 
out, without rotting (Fig. 267). 

The disease is caused by Oospora 
pntsu/ans, a member of the Fungi Im- 
pcrfccti ( Hyphomycctes ). In the diseased 
spots the' mycelium consists of very 
narrow, septated filaments, from 2 to 4 p 
wide, hyaline or pale brown in colour; 
it penetrates between the cells of the 


parenchyma to a depth of some 12 to 15 layers of cells from which the starch contents 
have entirely disappeared (Fig. 268). Some of the affected host cells arc browned, 
thick-walled, and crushed ; others remain hyaline and thin-walled, and the lesion 
finally becomes delimited from the deeper tissue by a broad concave layer of cork '*>. 


The first conidiophorcs to break through are 


long and decumbent, but the majority are short 
and erect, cutting off, by acropctal budding, 
long chains of cylindrical or oblong, hyaline 
conidia which measure from 6 to 12 by 2 to 2 5 /1. 
The organism is easily cultured on a wide range 
of vegetable media, at an optimum temperature 
of 1 2' C., growth being practically absent at 
o and 24 C". 

The disease is not usually evident on the 
tubers in the autumn or early winter, but 
under cool, temperate conditions in the spring 
it develops in storage and clamps and many 
of the tubers fail to sprout 14 The trouble 
is believed to start from the soil and to attack 
the tubers during growth, but in what form 
the organism exists in the soil, its method of 
attack, and the exact time of infection, are 



not clearly known. It has been known to 

break out in land which had been in grass f,c. 268 .—Oospora pustulans. 
for at least twenty years and seed tubers ^"plJ^No.c'lhcTk. slender 
planted in contaminated soil may or may hyphae and the minute globose conidia 
not produce a diseased crop according to (after Millard) 
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circumstances which have so far not been determined ,7 \ It is probable that the 
tubers arc attacked before digging and that infection remains latent, possibly in the 
lenticels, for some time before undergoing further development, so that there is 
apparently a lag between infection and development. This hypothesis receives 
support from the fact that, in a method of tuber disinfection aimed at checking 
the growth of the fungus in the skin, the treatment afforded good control pro¬ 
vided it was applied immediately the tubers were lifted, but had little effect if 
delayed (4) . 

When the ‘ eyes * are attacked at the delicate tissues of the bud scales, the latter 
become spotted like the rest of the tuber and the fungus penetrates so deeply that 
infected buds are killed, but other buds at the same eye may escape and produce 
sprouts, and buds may be destroyed on which there was no previous evidence of 
spots, infection having probably entered from the tissue around the base of the 
eye, for the fungus penetrates into this region as well as into the buds ,7 \ 

As the disease is of importance on seed tubers, these should be selected as 
soon as the crop has been lifted and boxed immediately for sprouting in a dry, 
well-ventilated store. Tubers which fail to sprout or produce only weak growth 
should not be used for planting. As above stated, a certain degree of control has 
been obtained by treating seed tubers, immediately upon lifting, with a fungicide, 
the process consisting of an * instantaneous dip ’ of I to i minute in a solution of 
organic mercury But obviously the best precaution against this disease is to 
plant tubers with clean, vigorous sprouts. 
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7 - Owen, M. N. : 1919. Ketc Bull. 8. 289. 
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Potato Leaf Roll 

As already mentioned in Chapter VIII, virus diseases are of great economic 
importance and account for greater losses than any other of the numerous diseases 
which affect potato crops. It is a common experience that potatoes lose consider¬ 
ably m cropping power when seed for planting is saved from year to year from the 
previous crop. This falling-off in productivity, accompanied in many cases by 
more or less well-marked symptoms of disease in the green shoot, is now generally 
accepted as being due to the presence of one or more viruses in the plants, and not 
as was once believed, to a natural 1 running out ' of the plants following upon 
prolonged vegetative propagation. Moreover, it has long been noticed that this 
deterioration occurred much more rapidly in some areas than in others, and that 

oht ang ,l S 7 as bencfic ' aL 11 is now almosl a routine practice for growers to 
Obtain their seed potatoes from Scotland and Ireland, and it is estimated that 
over 300,000 tons of seed potatoes from these areas are imported into England 
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every year ,s8) ; another estimate is that English growers spend on an average 
about £700,000 every year on fresh seed to replace their own stocks, which become 
exhausted within a comparatively short period of two or three years through the 
action of one or more virus diseases (,4) . 

Leaf roll is the most important virus disease causing degeneration of potatoes, 
and has long been recognised as a serious problem in Europe, Canada, and the 
United States <*•**. 75). While other virus troubles, such as ‘ severe mosaic ’(p. 548) 
may account for greater reduction in yield, leaf roll occurs more frequently and losses 
due to it are heavier (u - s8) . Fortunately this disease is not common in the best 
seed-growing areas in Scotland and Ireland, where the climate is too cool and moist 
for insect vectors to thrive, and there are certain parts of Wales where the crop 
can be cultivated with a high degree of freedom from this disorder <79-81), 

This disease is not equally virulent on all potato varieties. Thus, in crops of 
Up-to-Date and Great Scot losses may be from 40 to 50 per cent, whereas they 
may be as high as 80 to 90 per cent, in King Edward and May Queen. The 
recognition of leaf-roll disease in the growing crop is not always an easy matter, 
for the feature of leaf curling may arise from various causes, some physiological, 
due perhaps to a derangement of the water supply to the roots, or to mineral 
deficiency, and some to fungal diseases, such as that due to Corticium so/am 
(Fig. 259). It is not usual for healthy plants, naturally infected during the first 
season, to show the characteristic symptoms of a curling of the leaves, but some¬ 
times this feature may be found in the upper , youngest leaves of a plant, a condition 
which is then described as primary leaf roll. Secondary leaf roll, when the lower 
leaves show marginal curling, is usually manifest in the second and subsequent 
seasons following primary infection But the younger the infected plant and 
the more rapid its growth, the more quickly secondary symptoms appear, and the 
two stages frequently occur together on the same plant <49 \ In some varieties, 
however, which appear to be more tolerant of the disease than others, the upper¬ 
most leaves may show no signs of leaf roll, but a rolling of the leaves at the base of 
the plant is a fairly safe diagnosis of the trouble, and with the continued growth 
of the shoot the entire foliage develops a rolled appearance (Fig. 269). 

Though the complete symptom-picture of leaf roll may vary according to the 
particular variety of tuber, there are features which are fairly common to all 
plants affected with leaf roll. In addition to a rolling of the lamina, affected leaves 
arc thicker, the plants are stunted and present an unnatural, stiff appearance, the 
leaves being harsh to the touch ; the plants have a leathery texture and ratt e 
when one walks between the drills. Discoloration effects on the leaves are high y 
variable and liable to change even in individual plants. More exact descriptions o 
leaf roll must, of necessity, be given on particular varieties. Thus, in Arran 
Victory after an interval of some 30 days following infection, the primary symptoms 
arc manifested by a general pallor of the upper and youngest leaves, the actua 
rolling following later, starting from the base of the lamina, where there is a so a 
brownish-black discoloration. The secondary stage quickly follows, in " < c 
the lower leaves show a marked interveinal pallor, as well as a leatheriness an a 
harshness to the touch. These features are again followed by leaf rolling an ,s 
coloration, and the whole plant becomes stunted and may develop a purp is 
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hue all over. The presence of aerial tubers is often a feature of leaf-roll disease in 
Arran Victory <62) . Again, the variety President (Fig. 269 c) is very susceptible to 
this disease, and while a curling of the leaves is not a striking symptom in this 
variety, it shows much stunting and a decided unnatural stiffness in its branches. 
The young leaves usually become yellow on top and pinkish below and eventually 
become highly necrotic. On account of its high degree of susceptibility, this 
variety is rapidly going out of cultivation. In the variety King Edward, in addition 
to a general pallor of the young leaves and a slight rolling of the leaves at the base, 
a pink colour develops on both sides of the leaves. An interveinal pallor is also 
shown by Arran Chief and Kerr’s Pink and the leaves early develop a pink colour. 
In the variety Great Scot, leaf rolling is not a prominent feature, but here, again, 
there is the same pallor accompanied by a stiffness of the lower leaves <6 °* 62) . 

Once within the plant, the virus travels to all its parts, including the new 
tubers. On the latter, however, there are no visible symptoms of virus disease, so 
that, externally, they are indistinguishable from virus-free tubers. Virus-laden 
tubers often remain hard and unrotted in the ground, but this feature is not 
always a clue to virus trouble. Tubers infected with the virus when planted give 
rise to shoots in which leaf rolling is a characteristic symptom and such tubers 
offer a ready means of perpetuating the disease in the progeny, so that successive 
crops ' run out ’ within a comparatively short time. 

'Phc infective principle of leaf-roll disease is a single virus, and to distinguish 
it from others it is designated Solatium virus 14 (Appel & Quanjer). Potato 
phloem necrosis virus (Quanjer 1913), Potato leaf roll virus (Appel 1911), Potato 
leaf cur! virus (Pcthybridge 1911), Potato virus 1 (J. Johnson), are synonyms <b2> . 
The virus is not sap-transmissible and its natural spread in the field is through the 
agency of insects, the principal vector being the peach aphis Myzus persicae. A 
peculiar biological relation seems to exist between the virus of leaf roll and the 
insect responsible for its transmission. A delay of some 48 to 54 hours within the 
body of the vector appears to be necessary before the virus becomes sufficiently 
potent to bring about infection (6o) . The infective power is, moreover, retained 
within the insect even after it has fed on plants not susceptible to this disease, but 
the insect docs not transmit this power to its progeny. The new brood can become 
infective only after feeding upon plants affected with leaf roll. A close relationship 


thus exists between virus and vector J4 - 5S - 60 *. 

After feeding on the sprouts or leaves of a plant affected with leaf roll, the insec 
spreads infection by puncturing the sprouts or leaves of plants in the close vicinit). 
Although it is easier to infect young plants, the age of the plant to be infecte . or 
of the plant from which the virus was obtained, is of little significance. c 
prevalence of the vector Myzus persicae is of primary importance in the spread o 
leaf-roll virus in the field. It is true that the disease may be transmitted art.fic.a ) 
by grafting a shoot from an infected plant on a healthy one, but artificial r 
mission by sap inoculation, so frequently successful with other v,rus ^ s * ' S 
effective, and the insects arc entirely responsible for the spread of leaf-roll d 
Experiments conducted in numerous areas amply confirm the relationship ^ 
the incidence of leaf roll in the field and the times of appearance of the aphides .. 
According to observations in eastern Ireland <52 \ the disease in that loca 1 y F 
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in the direction of the prevailing winds, infection occurring during a six-week 
period between May and early July, this period being found to coincide with the 
aphis season. Years of least spread of the disease had unusually wet weather in 
June, a condition which appeared to limit the increase of aphides during the critical 
period. But a high degree of infection was induced by normal rainfall and tempera¬ 
ture in June, which favoured rapid plant growth while at the same time increasing 
the aphid population ,5 -\ 

The insect vector M. persicae may collect the virus not only from infected 
potato fields, but from certain weeds growing in the vicinity of the crops, especially 
from cabbages on which the insects hibernate. During early growth of the potato 
crop, therefore, the presence of the insects on sprouts of infected tubers or cabbage 
plants in the vicinity, is no doubt, the limiting factor, and the health of the potato 
crop depends on the scarcity of the hosts on which the aphides can tide the winter 
and on the remoteness from potato fields 

The pathological effects of the virus on the tissues have been described for 
certain varieties of potatoes. These effects are confined to the vascular strands 
and are seen in the form of a ‘ phloem necrosis ' which, however, appears to be con¬ 
fined to the primary phloem, and may occur both in the outer group and in the 
inner group of this tissue in the bi-collateral bundles of the potato ; sometimes the 
necrosis affects only one group, outer or inner, and may be severe in one and 
slight in the other. The condition may spread both up and down the stem, and 
always precedes the symptoms of the curling of the leaves. In severe leaf roll, 
necrosis can be found throughout the main stem almost to the growing point, and 
may spread into all the branches and into the petioles of all but the voungest leaves ; 
its constant presence in the stem of the plant, just at or below soil level, will 
help m the diagnosis of leaf roll, even before curling has started, however lightly 
the plant may be affected by this virus <«>. It has been observed, however that 
certain varieties of potatoes, e.g. Katahdin, Chippewa, and Sebago, verv seldom, 
i* ever, exhibit phloem necrosis, and the phenomenon apparently depends on 
various factors, such as the relative susceptibility of the variety to the disease 
the severity of the attack in a particular plant under examination, and the time of 
season at which the examination is made, and possibly other undetermined 
factors '. A pathological condition 
within the tuber itself, also confined to the 


phloem of the vascular strands, has been 
observed in certain potato varieties and 
referred to as ' net necrosis \ 

A characteristic feature of plants suffer¬ 
ing from leaf roll is the abnormal retention 
of starch in the leaves, the leaves of healthy 
plants growing under the same conditions 
showing little or no starch. The familiar 
iodine test, even without a previous clearing 
of the lamina from chlorophyll, will show 
the difference very strikingly (Fig. 270). 
Rolling of the leaves follows rapidly after the 



Fic. 2 “o. Leaf roll of potato. .4, starch 
test, to show retention of starch in the 
leaf. B, healthy leaf (photo by McKay) 
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commencement of starch accumulation and apparently the actual leaf curling is 
the direct effect of the starch collecting more in the spongy than in the palisade 
mesophyll, and since the former, looser-knitted tissue is free to expand in all 
directions except on that side where it abuts on the better-consolidated palisade 
tissue, the result is, therefore, a downward and lateral extension causing an 
upward rolling of the leaflets <48) . 

While in normal potato plants, as in all healthy green plants, the translocation 
of starch from the leaves takes place during the night, the leaves being practically 
free from starch by the morning, in potato plants affected with leaf roll the starch 
is retained in the leaves, and there is little, if any, translocation into the tubers. 
It is difficult to account for this check to translocation. Since a necrosis of the 
phloem has been observed to take place comparatively early following upon infection 
(Fig. 175), it is asserted by some that this pathological condition of the phloem may 
check the flow of carbohydrates throughout the plant, while others state that the 
inhibitory effect begins in the affected leaf itself, and that it gradually extends into 
the stem, though it is possible that phloem necrosis, once it has set in, may add to 
the difficulty of translocation <48> . In the healthy leaf it appears that the accumu¬ 
lated starch first begins to disappear, during evacuation, at or near the leaf tips, 
and then gradually vanishes from the lower portions. In the diseased leaf, how¬ 
ever, the reverse takes place, the starch first disappearing from the bases of the 
leaflets and proceeding for a lesser or greater distance towards the apex 148 '. While 
the translocated carbohydrate in the healthy leaf is believed to be sucrose, in 
plants affected with leaf roll it is deemed to be hexose, and the suggestion is made 
that the reduced photosynthesis results from the accumulation of starch, the re¬ 
action in rolled leaves being the conversion of starch to hexose, hexose to sucrose, 
and sucrose back to starch (8) . Another explanation of the problem is that both 
necrosis of the phloem and the accumulation of starch result from a derangement 
of protein metabolism. As already stated, virus-laden seed tubers arc often found 
in the ground hard and undccomposcd, and while such tubers arc said to germinate 
later than healthy ones, the proteins pass into the shoots much sooner than the 
carbohydrates. This complete migration of the proteins into the shoots apparent y 
puts an end to diastatic activity in the tubers, so that the starch remains unaffecte 
and the flow of sugars to the developing shoots is arrested (59) . # 

For the eradication of potato leaf roll, the selection of healthy seed is obvious y 
of primary importance. To this end seed-growing areas should be situated \' ere 
the aphides concerned are least likely to breed. Mysus persicae is usually very 
scarce in wet, windy districts, so that in such localities the migration of the winge 
forms is impeded ; it has been observed that heavy rain may relieve a potato crop 
from infestation for a considerable time, or for a whole season, if the weat er /^ 
mains cold and damp. Seed crops should not be established where peach or a P r,c 
trees arc near, on which the aphides may tide the winter, and the same app ics 
proximity to market gardens where winter cabbages and weeds serve as tempora 
hosts to the insects (32 - 35 - 73 j 

The annual inspection of potato crops has done a great deal to ensure t a 
potatoes should be free from virus troubles, and a standard of certification is n 
demanded of growers. In 1937 this standard allowed not more than 0 5 per c 
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of leaf roll (and ‘ severe mosaic \ p. 548), and not over 1 per cent, of all readily 
visible virus diseases. The highest grade Stock Seed Certificate, in Britain, 
requires not more than 0 25 per cent, of visible virus diseases, with fewer than 
four plants per acre (about 0 025 per cent.) showing leaf roll or severe mosaic ‘' Hl . 
Even certification of seed in the field is not very reliable, for virus troubles are 
often masked and late-season infections cannot always be detected, and a recog¬ 
nised technique of advance-testing of tubers of seed stock in the greenhouse gives 
a good index of the virus disease contents 

Potato breeding for virus resistance has shown that some form of resistance 
exists among various cultivated varieties of potatoes. Moreover, each form appears 
to be controlled by heritable factors, and there are possibilities that more useful 
forms of resistance in ‘ wild material may be discovered, and it is hoped that good 
control may result from the introduction of new varieties which may show a higher 
degree of resistance than the varieties now in cultivation m * K: ‘- «». In Hire, 

recent observations have shown the varieties Shamrock and Skerry Champion to 
be highly resistant under field conditions, the latter variety show ing almost complete 
immunity ( * 6a) . 


Potato Mottle, Mild, or Simple Potato Mosaic 

This disease, caused by Solatium virus r, better known as Potato virus A', is 
widespread in all potato-growing areas everywhere. The great majority of com¬ 
mercial varieties arc apparently never free from it, and it is often found in potato 
plants which have already been tested in the experimental glasshouses 

It is remarkable that most varieties of the host either carry the virus with no 
visible symptoms of disease, or when infected, show only an interveinal mottle 
with slightly noticeable dwarfing or deformation of the leaves (Fig. 271 a). The 
varieties Arran Crest, Epicure, King Edward, and others, however, arc very 
susceptible to artificial infection, develop top necrosis and die, and yet none of 
these varieties has shown the disease in the field, so that they serve as useful 
indicator hosts for this virus ( -* 8 - 62 These varieties, experimentally infected, 
whilst not immune from this virus in the usual sense, do possess a peculiar type 
of immunity for they are so intensely susceptible when artificially infected that 
they are killed off. Presumably, under natural conditions the reaction of the plant 
at the spot at which infection might take place becomes at once so lethal that 
there would be no danger of the disease gaining access to other plants i7i *. 

Though there are no visible symptoms on the great majority of potato varieties, 
yet the growing plants lack robustness and vigour and in many cases a reduction of 
2 to 4 tons per acre may well be encountered in the crop It is recorded that 
90 per cent, of potatoes grown in Australia are infected by this virus and the 
losses due to the disease caused by it are estimated to be about equal to the com¬ 
bined losses caused by all other virus diseases in the crops, estimated in value at 
about £ 350,000 every year <«>. 

OrJ he ,i 0ll T ng Syn ° nymS arc listed for ,he causal 'irus Solanum virus i 
rton . Potato virus X (Smith 1931, 1939); Potato common mosaic virus 




Fig. *71.— A, mosaic (virus X) of potato on leaf of variety President. B, a ucuba on 

potato on leaf of variety Kerr's Pink. C, rugose, or severe mosaic (virus * > ° P 
the variety Arran Crest, on left; healthy plant on right (photos by McKay) 
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(Quanjer 1923); Potato mosaic H virus (Fcrnow 1925); Potato mottle virus 
(J. Johnson 1925); Latent potato virus (Schultz); Potato virus A* strain S 
(Salaman 1930); Potato simple mosaic virus (Murphy 1932); Potato mild mosaic 
virus (Samuel 1943). 

The virus is known to possess a number of strains which differ in the severity 
of the symptoms produced. Some of the more severe types may exist along with 
milder ones, and in extreme cases a limit to the multiplication of a severe strain is 
imposed by the damage it does to the host tissues ; in other cases an approach to 
an equilibrium may be obtained “• '• 7 \ As many as six strains have been differ¬ 
entiated by inoculation of a wide range of plants ,,,i - 7 "‘. Together with virus . 1 , 
virus A is responsible for the composite mosaic disease known as 1 crinkle \ 
described below. 

Though the means of transmission of this virus still remain to be elucidated, 
the general opinion is that it spreads throughout the crop by leaf contact, mainly 
under the influence of wind ,4 -’- 4l \ There is no evidence of its transmission 
through the agency of insects, and the risk of underground infection appears to be 
negligible < 42 '. That insects are likely to transmit the virus by visiting the flowers 
is not clear; observations in Scotland showed that of 14 potato varieties which 
flower sparingly or not at all, 10 were shown to contain the virus rather commonly, 
while the other 4 were always free from it ; none of the freely flowering commercial 
varieties were, however, free from the virus 

'The presence of the virus in the plant appears to reduce slightly the amount 
of carbohydrates in the infected leaves, and starch formation and hydrolysis are 
impeded. At all stages of growth, however, there is a greater content of nitrogen 
in the diseased than in healthy leaves, and it has been suggested that the disturb¬ 
ances in carbohydrate metabolism and the pathological conditions created, are 
direct manifestations of a disorganised nitrogen metabolism It is further 

suggested that the loss in yield due to this disease may be traced to the unavail¬ 
ability of the protein reserves, by virtue of their conversion into ‘ virus proteins * 
which the plant fails to reconvert into mobile substances for storage in the tubers. 
1 hat some varieties of potatoes suffer greater loss in yield than others may, there¬ 
fore, be due to their infection with more severe strains of the virus, which bv their 
greater power to immobilise the proteins are enabled to multiply all the more to 
greater concentration in the plant than the milder strains 

Histopathological effects of the virus are sometimes evident in a necrosis of 
the phloem in the stem, and there is a thickening of the cell walls in the primary 
phloem, with a gummy deposit in the intercellular spaces ; sometimes, necrosis 
may spread along the medullary rays into the wood 62 

Investigations on the breeding of potatoes resistant to this disease are alreadv 
showing considerable prospects of success. It has been established that field 
immunity from virus A* is inherited as a Mendelian dominant <'*• - 4 ‘. 'The breeding 
of varieties by selection and reassortment should therefore not be a difficult 
problem A . As there are usually no visible symptoms of this disease in the crop 
contro! by rogumg ,s rendered very difficult. The raising of high-quality seed 

and \\ u VintS *’ frCC tUbCfS HaS alrC3dy becn Carried out on a limited scaled 7 °> 
and all that remains is to multiply these on a large commercial scale with due 
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attention being given to the means of transmission, should any other method be 
found than that by contact of diseased with healthy plants <*8). 


Potato Rugose or Severe Mosaic 

This virus disease, second to * leaf roll ' in importance, is common in the south 
and east of England where it accounts for most of the degeneration of potatoes in 
those areas <«♦>. It appears to be rare in Scotland and Ireland, but has been noted 
in France and in the United States, where it is known as ‘ vein-banding * (62) . 

It is not possible to give a general symptom-picture of this disease, for it varies 
with different varieties (68 >. On Majestic, Arran Crest, and President for example, 
soon after infection, local lesions consisting of black necrotic spots appear on the 
under side of the leaves. Later, the uppermost leaves develop a wrinkled appear¬ 
ance, become yellow or mottled, and are usually the only leaves to remain on the 
plant, the rest having collapsed against the stem or left hanging by mere strands. 
Black necroses appear on the under side of the veins of those leaves situated about 
half-way up the stem, and the collapse follows after the infection has become 
systemic, when necrosis has spread along the veins into the petioles and finally 
into the stem itself on which brown longitudinal lesions become apparent, just 
below the still greenish epidermis. The leaves then collapse or fall off, from the 
lowermost upwards. This primary phase has often been called ' leaf drop streak 

When the virus-laden tubers arc planted, the symptoms on the growing shoots 
arc strikingly different from those described above (primary) on the parent plants. 

I he leaf symptoms arc not now so evident, and the more obvious effect of the 
disease is the decided check to growth, the plants being dwarfed and brittle, with 
the leaves mottled, twisted, and closely bunched together, hence the name rugose 
mosaic for these symptoms of the second year (Fig. 271 c). On another variety, 
Arran Victory, the symptom picture is simpler than on Majestic and President, 
for there is only one type of infection, and this is not systemic. In the first and 
subsequent years of infection Arran Victor)’ shows only a mild crinkle ; the leaves 
are slightly mottled and waved, but there is no leaf drop and little or no necrosis ,l4) - 

This virus had been variously named (62) : Solatium virus 2 Orton ; Potato virus 
Y (Smith 1931); Streak virus (Orton 1920); Leaf-drop streak virus (Murphy 

192 1 ) ; Acropetal necrosis virus (Quanjer 1931); Stipple-streak virus (Atanasoff 

1922) ; Hy. II virus (Hamilton 1932); Vein-banding virus (Vallcau & Johnson 
1930); Potato severe mosaic virus (Samuel 1943). 

The virus, better known as Potato virus Y , is sap-transmissible and is spread 
through the agency of insects, namely the peach aphis Mysus persicae and Aphis 
r/tamni 4S) ; a variant form of the virus has been identified <63> . The tobacco 
plant (Nicotiana tabacum) and the thorn-apple ( Datura stramonium) serve as 
4 differential hosts \ On the former, the virus produces a clearing of the veins of 
the youngest leaves, followed by a banding of the veins of the older leaves, without 
necrosis ; on the latter, the virus has no effect, the immunity of this plant, there¬ 
fore, being useful in eliminating virus Y from any complex of viruses in which it 
may occur. The tomato, henbane ( Hyoscyamus tiiger), woody nightshade (Solarium 
dulcamara), black nightshade (S. nigrum) are also susceptible. It is interesting 
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to note that the early symptoms on the tomato in the form of vein clearing; and 
mottling disappear with growth, and the adult plant shows no external symptoms of 
the presence of the virus ,6i '. Experiments at Cambridge have also shown that 
this virus can be carried in a masked form by turnip, cabbage, kale, brussels 
sprouts, red clover, garden peas, and the common bindweed. Its transmission to 
potatoes from the crucifers was effected both by grafting and through the agency 
of the insect vector Myzus persicae. The plants above named, especially the cab¬ 
bage and the troublesome bindweed may, therefore, quite possibly serve to harbour 
the virus and give succour to the vectors over the winter It is said that the 
virus may be carried to a small extent in the true seeds of the potato berries <* 7 \ 


Potato Crinkle 

Crinkle disease of potatoes is caused by a mixture of two viruses, Solatium 
virus i (virus X) and Solatium virus j (virus A). Some varieties grown in the 
south-west of Scotland were found to fall into four groups in respect to infection 
by these viruses, singly or in combination : (a) varieties lethally necrotic to both, 
(b) lethally necrotic to A but not to X, (r) lethally necrotic to X but not to A, and 
(d) non-lethal to both ( - 6) . 

Though the symptoms of crinkle disease vary according to the variety, affected 
plants, in general, are dwarfed and bushy with pale, puckered leaves which curve 
downwards (Fig. 272). A diffused, slightly yellowish spotting occurs in the leaves, 
which later changes to a rusty-brown discoloration before the plants die. The 
leaves are brittle and easily injured ,47) . In those varieties which develop a necrotic 
reaction to the disease, the symptoms first appear on the terminal leaves as a yellow, 
blotchy mottle, and as the necrosis develops, spreads from leaves to petioles, and 
from the apex of the shoot to the main stem until the entire plant finally collapses 128 \ 

As we are dealing here with a mixture of viruses (one, virus X, as stated in a 
previous section (p. 547), being not transmissible by insects, while the other, 
virus A, is so transmitted) the disease can only be brought about in those plants 
which are already infected with virus X, if virus A is brought to them through insect 
agency. Artificial infection, followed by typical symptoms of crinkle, may be 
effected from potato to potato by grafting, and sap inoculation will transmit only 
one of the component viruses, namely virus X ,62> . 

In its physiological effects on the host plant this disease does not greatly 
disturb the metabolism of carbohydrates, and the translocation of sugars to the 
tubers is not seriously impeded, but there is a decided interference with nitrogen 
metabolism. It is suggested, therefore, that heavy losses in yield due to the 
incidence of crinkle may well be due to changes in the building-up of nitrogenous 
compounds <’• »>. Experiments on the variety President showed that chlorotic 
parts m the leaves were thinner than the green parts, due to a shortening of the 
palisade cells as well as to a reduction in the size of the intercellular spaces <»9> 

The varieties Up-to-date, British Queen, Kerr’s Pink, Arran Crest, Epicure 
and Ureat Scot are intolerant of these combined viruses, while Champion Presi¬ 
dent, Arran Chief, Arran Victor)', and Arran Banner are severely subject to crinkle 



; diseased, on the 
affected with virus 


272.—Potato crinkle. A, healthy specimen of variety President on left 
right. li, a single leaf of the same, with crinkle. C. single leaf of the same, 
' A \ a constituent of the mixture causing crinkle (photos by McKay) 


Potato Aucuba Mosaic 

This virus disease of the potato is so named because of the strong resemblance 
of the affected leaves, with their yellow spots, to the foliage of the Japanese laurel 
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Aucuba japonic a <54 - 55) . The disease is common on many varieties in Great 
Britain and North America l6z) . 

The characteristic symptom of aucuba mosaic is the bright-yellow and green 
variegation of the foliage (Fig. 271 b). This feature is clearly distinguishable from 
the type of mottling attendant on plants infected with other viruses, such as 
virus X or virus A, and always appears first on the lower leaves, which sometimes 
are the only leaves to be so affected. In the variety Irish Chieftain, however, the 
leaves become yellow all over, but whether this general discoloration, with its 
marked brilliancy, is due to the presence also of another virus (virus si) (Fig. 272 <■) 
is not clearly known <2,) . In addition to a variegation of the leaves, some affected 
varieties develop necrosis in the tubers, viz. President, Majestic, Champion, Great 
Scot, Dunbar Yeoman, and British Queen, while others, such as Farlv Regent, 
Epicure, Arran Crest, Arran Banner, and Arran Victory, show no tuber necrosis 
In the varieties affected, tuber necrosis accounts for the greater part of the reduction 
of yield though a general loss of vigour is also contributory. 

The following arc synonyms for the Virus of aucuba mosaic (Quanjer 1922) : 
Solanum virus 9 (Murphy & Quanjer), Potato virus G (Clinch, Loughnanc & 
Murphy 1936), and Son-infectious chlorosis virus (Murphy). 

The virus is transmissible by the aphis Myzus per sic ae and may also be 
conveyed by sap inoculation. Inoculation experiments, performed bv rubbing 
infective sap with a ground glass spatula on the lower leaves of young plants of 
President in pots, resulted in the appearance of the typical symptoms of the mosaic- 
in the foliage and tuber necrosis developed later. When tubers so affected were 
planted the next season, typical aucuba mosaic mottling duly appeared on the 
leaves. Datura stramonium the thorn-apple, and tobacco (var. white hurley), 
when similarly inoculated showed none of these symptoms, but that the virus 
had been transmitted was shown by the development of the typical symptoms of 
aucuba mosaic, when the inoculated plants were grafted back on healthy President 
plants <2I >. 

While the green areas of affected leaves show normal green chloroplasts with 
the inclusion of small starch grains, the yellow mottled areas when tested for 
starch in the early morning give a much deeper reaction than the remaining parts 
of the leaf. Even in older leaves, whether they were removed and tested in the 
morning or evening, starch was found to be present in the yellowed parts. The 
effect of the virus in the leaves, therefore, is clearly to impede the translocation of 
carbohydrate. The final effect on the green plastids is their degeneration and the 
liberation of droplets of fat into the affected cells. On varieties of tubers subject 
to necrosis, external symptoms are usually manifested in the form of irregularly 
shaped, brown patches, first starting at the heel-end, which later develop into 
sunken, brown, dry areas. Necrosis does not extend into the ‘ eyes \ or into the 
vascular tissues. It develops chiefly during storage, and is favoured by darkness 
and high temperatures (2l K 
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Soft Rot of Turnip, Bacterium carotovorum (Jones) K. B. Lehmann 

Bacterial ‘ soft rot ’ affects the succulent parts of a wide range of cultivated 
plants. Biennials and perennials swollen with food reserves are its principal hosts ; 
these include turnip, swede, carrot, parsnip, potato (tuber), onion and hyacinth 
(bulb), arum lily (corm), iris (rhizome), the succulent tissues of broccoli, cabbage, 
celery, etc. (l - 7 - '*>. It is also found as a foot rot of cucumber and melon, a root 
rot of runner beans (4 \ a rot of cultivated violets, and a stem ,s > and fruit rot of 
tomatoes, but cultivated fruits of trees and shrubs, in general, arc not subject to 
this bacterial decay. It frequently follows in the wake of numerous diseases caused 
by fungal parasites attacking a great variety of plants, the bacteria thriving more 
or less under saprophytic conditions. 

This soft rot has been ascribed by different authors to an organism which has 
from time to time been variously named, but Bacterium carotovorum is now gener¬ 
ally accepted as the correct designation ,5a - ”, and though there arc undoubtedly 
numerous strains of this parasite differing in minor morphological and cultural 
features these differences are not considered to be sufficient to establish these 
variants as distinct species ,2 * 2a - 3 * 6 - *• ,2 - ,7 « l8 - 20 • 2 *>. 

The symptoms of soft rot in which this organism pursues a parasitic career 
are fairly typical on turnip or swede in active growth in the field do. »«. >s. »<>►. 
Plants of all ages, from young seedlings to mature ' bulbs ’ may be attacked. 
Infection in all cases is effected through wounds such as are caused by slugs, 
insects, or by careless thinning, weeding or hoeing. It is not usual for very young 
seedlings to become rotted and killed unless the infected wound is at the growing 
point of the young shoot. Plants injured later, in the same way, may make good 
the loss of the primary shoot by developing a number of secondary shoots around 
the seat of injury. The injured apical bud makes an ideal entry and the rot soon 
makes rapid progress into the succulent tissues in the wound. 

A cursory glance at the turnip crop during the summer usually reveals little 
signs of the presence of the rot, except perhaps a few gaps here and there in the 
drills due to early death of seedlings. Later, when the bulbs are beginning to show 
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FlC. 273.—Soft rot (Bacterium rorotmonnn). A, on swede ; the section shows the internal tissues 
rotted brown, this discoloration being characteristic in spongy, aerated tissues (photo by 
Foister & Noble), li, on carrot (photo by Ogilvie, by permission of Long Ashton Res. 
Station). C, section of white turnip (Green Globe) showing advanced stage of rot, the 
interior hollow, but vascular connection in the rind, between root and leaves, still functional; 
in sappy, watery roots the diseased pulp remains white (photo by Jones, J. Agric. Sci.) 


fair growth, with more or less luxuriant foliage, the extent of the rot in infected 
bulbs is by no means always revealed in the appearance of the expanded leaves. 
But some affected plants in advanced growth may show evident signs of the disease 
by the outer leaves wilting and drooping, becoming yellow and shrivelled in appear¬ 
ance, the inner leaves in turn going the same way, until the entire rosette of leaves 
perishes, the whole root collapsing to the ground. The internal tissues of the 
bulb meantime become converted into a white, pasty, putrid mass which disappears 
into the soil after a shower of rain leaving the resistant rind derelict on the surface, 
and from which slugs and marauding insects pick up infection <u - ,s> ,6) - In other 
plants, particularly those well established and infected late, in which only t ic 
youngest tender leaves at the centre of the rosette were wounded, leaving the rest 
of the foliage unharmed and normal, it is often not possible to detect the extent 
of the rot in the bulb except by inserting a probe into the wound concealec y 
the luxuriant foliage. Indeed, the extent of internal damage is often not fully 
revealed until the time of lifting when the harvester lops off the foliage, only o 
discover that the roots arc practically dried out and hollow (I-ig. 273 c). £0 

frequently the rot starts from a gaping wound at the side of a bulb, caused pro >a > 
by hoe or cultivator, and when pulled up by the leaves at harvest, the top of sue 
a bulb breaks away easily from the less affected root which remains in the groun 
Why some plants, as in the first case cited above, suffer from a complete co apse 
of the foliage during the progress of the internal rot, or as in the second case " c 
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the foliage and rind remain practically intact to the end despite disease in the hull), 
is not known, but it appears that certain varieties of turnip, e.g. Green Globe, 
though very susceptible to the rot, have a much more resistant rind than other 
varieties. 

In a vertical section of a diseased turnip the soft, putrid core is everywhere 
delimited from the sound tissue by a narrow brown zone, and if infection starts 
at the apex, this zone finally takes the shape of a flask extending to within about 
J inch of the rind ; it does not extend into the narrowing basal part of the plant, 
that is, into the region of the true root, where it forms the fiat or convex base of the 
flask (Fig. 273 c). From an examination of cut plants, at all stages of growth, it is 
apparent that the brown zone steadily advances in front of the white rot, and 
becomes obliterated behind as the rot progresses towards the rind. It is clear that 
the tissues are killed in advance of the organisms, for comparatively few bacteria 
are to be found in the brown zone. Despite, therefore, considerable destruction 
of the tissues of the core and much disintegration of the more internal parts of the 
vascular system of the bulb, the fact that the vascular elements at the base of the 
root and at the periphery of the bulb still remain more or less intact, no doubt 
accounts for the retention and healthy turgescent appearance of the bulk of the 
foliage of many affected plants. 

The initial mode of attack of this disease in the field is very difficult to detect. 
Close examination of the growing plants will often show, however, intermixed in 
the drills with diseased bulbs, plants with luxuriant foliage but having brown, dry 
empty cavities opening to the exterior where the youngest tender leaves have ap¬ 
parently been destroyed, and in which there is no sign of soft rot at all; but such 
cavities frequently harbour slugs or their ova. These plants show, like the dis¬ 
eased roots, either the young foliage at the growing point bitten off, or the entire 
absence of the apical shoot, the scar left by the latter having become completclv 
healed and surrounded by luxuriant foliage from secondary crowns. Slugs and 
insects which have been feeding on diseased turnip no doubt carry the disease 
through the crop, but how the organisms survive in the field from season to season 
is not known. Quantities of turnip trash left behind after harvest harbour the 
organisms over long periods even into the depths of winter and never fail to yield 
the bacteria when cultured. Possibly carrier weeds, especially crucifers, in hedge¬ 
row or headland may become infected by slugs or insects and serve to carrv 
infection to the new crops. 


Bacterium carotovorum is a short, rod-shaped organism occurring singly or in pairs, and 
on sugar-rich media long, unequally segmented filaments are often formed. Individual 
bacteria measure from 13 to 3 0 by 0 75 to 0 9 <••», but they are of variable dimen¬ 

sions <«■ "• '*• They arc non-sporing and are furnished with a long, single polar 
flagellum, but strains with peritrichic flagella are also reported <*•>. On neutral beef-broth- 
pcptone-gelatinc, the colonies arc large, greyish, translucent, with a fibrillated margin the 
colonies becoming deeply concave by solution of the medium. On agar media the colonies 
are round, slightly lobed, smooth, and opalescent ; sometimes filmy areas with a dentritic 
margin are formed ; buried colonies are small, oval or spindle-shaped. The organism is 
aerobic and facultative anaerobic, acid-forming, without evolution of gas in sugar media 
and nitrate-reducing. It dissolves the middle lamella of the tissues and a toxin is pro’ 
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duced (I-igs. 274, 275). Acid vegetable media must be made neutral for maximum 
growth in culture < 6 - 

Artificial inoculations of turnips at any stage of growth are ineffective on any 
part of the plant except through a wound. Holding the leaves down in a water 
or broth suspension of the bacteria failed entirely to induce the organisms to 



FlC. 274.— Bacterium carotororum. A, a colony on nutrient gelatine ( * 2) (Fig. 275 a). B, C, 
spindle- and oval-shaped, small buried colonies in nutrient agar ( * 6). D, a typical lobed colony 
on nutrient agar ( x 4). E. the bacteria (stained with Locfflcr's mordant and carbol fuchsm) 
showing a single terminal flagellum (long ' filaments ’ appear on a sucrose medium), r, 
transverse section of white turnip (Green Globe) showing the peripheral tissues and vascular 
bundles intact, the bacteria attacking only the central tissues, as shown in the circle, where the 
medulla becomes completely disintegrated, thus separating the cells and lignified elements. 
G, cells of the medulla showing various stages of disintegration ; at the top the cells appear 
normal, but with the accumulation of the bacteria in the intercellular spaces, there is a swelling 
of the cellulose walls and enlargement of the nuclei before the cells are killed and the " a s 
finally dissolved 
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enter the stomata or water pores to bring about disease in the bulb, though under 
other unknown conditions prevailing in the field during growth of the crop the 
bacteria might possibly enter through these channels, but there is no positive 



h ' l0 ^f ae, ‘ r " W ‘, ea :° IOt 'Z Um - A \ ,he ColonicS on nutricnl showing liquefaction e 

the medium, 3 days incubation. B. the colonies, in crowded growth, on nutrient icar • 1 dav 

ncuhT"' C ’ th . rCC mocul ? ,cd chunks of ,urni P showing water-soaked areas after' 7 dav 
incubation ; two alternate tubes, control. D, the same after 7 Have’ in,-., u,, ' . • 3 ' 

mline of thc ,rack - ^ 






PT. II 


558 


SELECTED DISEASES 


evidence of such infection. Infections are successfully performed if a pure culture 
of the organism is deposited in a small abrasion made in the centre of the leafy 
rosette, the inoculated part being kept moist for a time. But the progress of the 
disease and the extent of browning of the core vary considerably in plants of 
different varieties, age, and texture of tissues. In young, sappy bulbs progress is 
comparatively rapid, the diseased core showing the characteristic whitish-grey 
pasty mass accompanied by the marginal brown discoloration abutting on the 
sound tissues around. In older roots of a dry spongy texture progress is much 
slower, and the rotted core is more or less uniformly brown. Apparently the brown 
discoloration is closely connected with oxidation of the bacterial by-pr<*lucts as 
they infiltrate into the tissues. The fact that the browning in a succulent root 
takes the form of a narrow flask-shaped zone between the healthy and diseased 
tissues is probably due to the toxic effects of the bacterial secretions on the tissues, 
acting in advance. By the action of the secretions in dissolving the middle lamella, 
followed by a collapse of the cells as they arc killed and loosened, access of air 
through the diseased core, is prevented and so the latter remains white. In older 
roots progress is slower in the drier tissues, and the spongy nature of some of the 
roots allows for much aeration of the affected tissues which therefore remain 
uniformly brown. Moreover, the absorption of certain nitrogenous fertilisers 
such as nitrate of soda or sulphate of ammonia is also known to accentuate the 
brown discoloration in host tissues suffering from soft rot. 

In the tissues of the host the bacteria are intercellular, occupying the medu 
in great profusion but getting gradually sparser towards the outer tissues ot 
rind. Sometimes a few cells of the medullary parenchyma and of the lignif 
vascular elements may be seen to be occupied by the bacteria, but this type 
soft rot is not a vascular affection, and the bacteria do not usually invade the living 
cells. The tissue debris from the pasty core shows parenchyma cc,,s in 
stages of digestion, the cell walls and nuclei first sw-elhng after the miiddile h * 
is dissolved, and thereafter becoming more or less completely dissolved, an 
spersed amongst the disintegrated parenchyma may be seen the more r■ * 

elements of the lignified tissues, vessels, spiral tracheids and fibrcs Zl,’ , 0 
Control of soft rot in the field is a very difficult problem. As they 
force the growth and induce the formation of watery, sappy bu £ s \™ f houId 
fertilisers, especially nitrate of soda, should be used sparingly. g su ff e r 

be attended to, as crops planted in low-lying areas are usua y thinning 

decay. Care should be taken to avoid injuring the growing plants"| educe s | ugs , 
out, weeding, or hoeing. In small areas means should be adopted 
but on a wide scale this is obviously not practicable. 
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Club Root of Crucifers, / ‘Insnioi/iopJiont hrossicac \Voronin 

‘ Club root ’, or ‘ finger-and-toe attacks a wide range of cultivated and garden 
plants, all of which belong to the Crucifcrar family. Upwards of a hundred 
different species and varieties are recorded to be more or less susceptible to this 
disease Oo) . 

Club root has been known for over two centuries ; it was reported in Britain 
to have occurred in Norfolk and Suffolk about 1736 and in north-eastern 
United States about 1867 ,il • Jb - * 7 \l 'The disease is now widely distributed and is 
responsible for very heavy losses in the commonly edible cruciferous plants,' 
particularly cabbage, turnip, and swede. 

The first scientific investigation of club root (on the cabbage) was made in 
Russia in 1878 by Woronin who 
described the causal organism, a mem¬ 
ber of the so-called slime-fungi or 
Myxomycetes (Myxogastres), under 
the title P/asrnodiop/iora brassicae , a 
name highly descriptive of the presence 
of the organism in the host in the form 
of naked, jelly-like bodies,orplasmodia. 

Club root, as the name suggests, 
is essentially a disease of the rooting 
system, and the appearance of the 
‘ clubs ’ or galls on the stem of the host 
either follows upon wound infection 
or is due to secondary migration of the 
parasite into the stem, from primary 
infection already established within the 
roots The presence of the disease 
within tne host leads to a remarkable 
increase of growth in the parts affected, 
causing the roots, for the greater part, 
to become abnormally swollen ; but the 
symptoms vary somewhat according to 




1 'IC. 276.—Club root (Plasmodiophora brassicae). 
The galls on swede turnip (photo bv Scott 
Wylie) 
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the habit of the plant. On the cabbage, for instance, furnished with a comparatively 
slender tap root with numerous lateral roots, the galls take the form of spindle- 
shaped swellings of variable thickness of the tap root and of practically all the 
lateral ropts.. On a swede or turnip (Fig. 276), in which the lateral roots occur 
below the bulbous hypocotyl, the diseased galls appear on these roots or on the 
tap root, as warts or tumours, and the 4 bulb * itself is not greatly disfigured with 
galls <l9 - 36) . It is true that galls on the bulbous stem arise often enough, but only 
as a result of infection through wounds caused by rough particles in the soil, or 
by grubs, slugs, careless weeding, hoeing, etc. 

The disease may attack the host at any time as long as active growth is taking 
place. Symptoms of wilting or a yellowing of the foliage are not usually seen until 
the plants are fairly well advanced, and despite the diversion of elaborated food 
from plant to gall as a result of infection, actual interference with leaf functions 
does not occur until gall development within the root has proceeded so far as to 
disturb the continuity of the vascular supply from root to leaf. Such a derange- 



Fic. 277.— Plasmodiophora brassicat. A, transverse section young root of cabbage showing >'® 
plasmodia (shaded) in some of the cells of piliferous layer and cortex. B, early infection ° 
root hairs showing myxamoebac. C, root hair containing, probably, a number of *®° S P® „ 

(all after VVoronin). D, uninucleate amoebae in host cells. E, young plasmodium in ncj 
( * 550). F, spores ( * 1600). G, a swarm spore (it has two unequal flagella) ( * 1 '* a _ 

hair containing swarm spore, the flagella having retracted ( x 1250). I to M, stages in 
tion of zoosporangia and zoospores, in root hair. / ( x 550). J ( x 1250). K, L, u a 

zoospores in zoosporangia ( x 2250 and 1600 respectively).' M, a group of 7 ® ospo,a ^' rfS 
root hair showing some in process of development, while others have discharged their z 1^ 

( x 1250). N, a mature zoospore, prior to fusion : this constitutes a gamete which win 
a similar one to form a zygote which infects the host tissues ( * 2250) (all after Ivimey 
Trans. Roy. Soc., Lond.) 



F,G ‘ ^:ZA laS T d i° ph0r l hrass i cae - Transverse section root of cabba C e showing enlarged cel 

in Sh ofmed T ' "" Cons,d " able d,v,s,on of ,he ce,,s «heir vicinity. Note increas 
m * ,Uth ® f medulla ry rays, causing disruption in vascular cylinder. Insets, left, to show com 

T ° nlarCcd host cd| s occupied by plasmodia, and the smaller uninfecte 

Se hwt cell c^, t^ nalUre pla$ T d,a p richt ’ an advanc cd stage in the formation of spore, 
the host cell constituting a sporangium (see Figs. 2, 144) (from a slide made by Gonzalez) 
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ment of the host tissues must, of course, result'sooner or later in a yellowing, 
wilting, loss of foliage, and a stunting of the plants // 

A transverse section of a hypertrophied cabbajje root shows the infected areas 
to consist of several scattered groups of cells, chiefly in the cortex and medullary 
rays, having denser contents than normal (Figs. 277 a ; 278). These cells are 
practically filled with plasirtodia or with a multitude of very minute spores derived 
from them, the spores being enclosed in no covering, save that of the host cell 
accommodating them (Fig. 278). In advanced stages of disease, consequent upon 
such increase in the size of the galls as to cause disruption of the outer tissues of 
the host, a general decay of the galled tissue sets in, and with the access into the 
roots of other secondary organisms from the soil, host cells are broken down and 
the spores of club root are released in myriads into the soil. 


o> - 
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Although the spores of P. brassicac are capable of immediate germination, they 
are known to he viable after periods of 3 to 6 years, even to a depth of 12 inches, 
in the soil u6 » - 8 - 3 -‘. A few instances are recorded where it was possible that the 
spores could be carried on the seed, and in other cases of reported transmission 
by seed, it is not unlikely that the outbreaks arose owing to contamination of the 
seed with infested soil < 30 ‘. It can be spread by any means that may carry 
contaminated soil from place to place, on farm implements, through biotic aid, 
or by the use of manure containing remains of diseased crops ; and there is little 
doubt that the practice of feeding cattle and sheep with raw club roots is a means 
of returning the parasite to the soil. The dispersal of spores by wind is hardly 
likely except in periods of extreme drought when it is not improbable that strong 
winds blowing over light soil may carry the spore-laden dust to fresh areas ; and 
although the spore wall is comparatively thin, the spores resist desiccation to a 
marked degree ,7) ; but heavy rains and surface flood-waters distribute the spores 
widely in the soil. In cultivation, however, one of the most fruitful means of 
spreading the disease is by means of small quantities of soil usually found adhering to 
transplants from infected beds, or on such organs as bulbs and tubers raised in soi 
contaminated with club root. The disease, as already noted, has a wide range of 
hosts among which are some of the commonest weeds of the hedgerow. It is a fre¬ 
quent observation that, soon after renewal of the cruciferous crop, following long 
periods of rotation with non-susccptibles, the disease often breaks out first in places 
close to hedges or headlands, a possible explanation being that cruciferous wee 8 
growing in these positions serve as carrier hosts. The spores from these wee 
hosts would probably be washed into the soil, and during ploughing would perhaps 
be deposited mostly along the border of the held and around the headlands. 

The parasite of club root is not amenable to growth in artificial culture, u 
the spores arc easily germinabliTin tap water or in nutrient solutions at room tem¬ 
perature ; frost stimulates germination but is not essential t, ‘. I he spores arc 
variable in size ; various authors give the dimensions as : 2-8/x 01 ; 2 to 3 M • 
i-6 /x <*>; 3-3 to 4 3 /x <*>; " never over 4 /x ” (,5) ; 1*7 (young), 2 /x (old) . 
diameter, tj n germination , the spore liberates a single naked, pear-shape 
nucleate zoospore furnished with two unequal flagella at the pomte en 
After a short period of motility it comes to rest and undergoes considcra c c . 
of shape, lengthening out at its narrow end into a beak, while at the roa t 
putting forth portions resembling the pseudopodia of an amoeba. u 
v bereft of its flagella is called a myxamoeba, and some maintain that X 

' not flagellated at all < 13> . Outside the host plant further stages of spore ger 

have not been observed. , | i 3EC 

Infections have been studied chiefly in relation to seedlings of the ca g 
grown in soil contaminated with galls of dub root finely macerated to ensu 
maximum release of spores. A temperature of 25* C. » " [C5 

observations. Natural infection has been observed to take place wh • P ^ 

or myxamoebae come to rest on the moist surface of root hairs or o . feCtion 

the piliferous layer which presumably they penetrate without difticu y. 

* The organism has recently been observed in root hairs of non.cmcifcrous plants. Vi ebb, 
Mature, 163. 4« 4 6 - P- 6o8 - 
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occurs o ver a brief period only when the root hairs are young and full of proto¬ 
plasm. It increases with the density of the spores in the soil and is greatest when 
the latter is at a />H of 6*2, and least at />H 77 ,,5a ’. Access to the host tissues 
may also be obtained through wounds on root or stem, and perhaps through the 
natural openings at the points of emergence of lateral roots (,s) . In the root hairs 
of seedlings, about 4 to 7 days from infection, bodies resembling myxamoebae 
may be seen, some appearing to move from one end of the root hair to the other. 
Should multiple infection have occurred, the myxamoebae retain their identity 
and their fusion in the root hair has not been observed. The myxamoebae still 
within the root hair now undergo transformation into zoosporangia, each giving 
rise to about 4 to 8 swarm-spores or zoospores. As the zoosporangia are all 
in close contact with the wall of the root hair, the swarm-spores, at maturity, 
are discharged through minute pores made at the points of contact. 'These 
new crops of zoospores, formed so early following initial infection, are con¬ 
sidered by some to be sexual gametes 171 (they are smaller than the original 
zoospores) capable of pairing and fusing to form zygotes (cf. Spongospora sub- 
terranea , p. 495, and Synchytrium endobiotic inn, p. 500), but others have failed to 
detect fusion between any kind of motile bodies produced by the parasite of club 
root, the swarm-spores serving merely as additional infective bodies in the history 
of the disease m . Others have observed that the zoospores are sometimes dis¬ 
charged from the sporangia into the cavity of the root hair “ 5a '. Bodies resembling 
myxamoebae which presumably have migrated from the piliferous layer have 
been observed in the inner tissues of the root, in the cortex, and even in cells 


/ 


! ^ 
<r 


ncar the root tip, having reached these destinations probably by progressive 
penetrations from cell to cell. \Vha*ever the nature of the. infecting body may 
be, whether zoospore, myxamoeba, swarm-spore, or zygote (Fig. 277) (from 
fusion of swarm-spores as potential gametes), it' finally sett les down jn a living 
cell, usually in the cortex or in a med ullary ray. By growth an d active nuclear 
division, the body proceeds to hmid_iip_jL.(nult» nucleate plasm odium in which 
finally sev eral hundred free nuclei are embedde d. A Jvpicajplasmudium of \ 
P. brassicae (Figs. 2 F, c, 278) has the appea rance of a frothy ma« greyish 
jelly con taining a number of embedded g ranules and small oil globules ; the 
numerous minute nuclei are, of course, n ot disce rniBle except in preparations 
suitably fixe d and stained. At early occupation of a cell , it is not easy to distinguish 
between plas modium-mass and host-xvloo iasm. and the"one lies a gainst the other 

with no perce ptible demarcation, _Ap parently there is lit tle interference with the 

normal functions j>f th e infected host cell for an appreciable time and the host 
nucleus look squite norma l. A host cell may morc-than nnc_plasrnodium, -— 

and the plasmodia appear to maintain their separate identity, but such a condition 
may apparently break down, and two or more plasmodia have been observed to fuse 
together into £ common, but still multinucleate mass. Finally, by segmentation 
of the plasmodium, the whole mass becomes divided into as many units as there 
are nuclei, and these bodies become rounded off to form a more or less dense 
aggregation of spherical spores, each spore being furnished with a smooth wall 
enclosing vacuolated cytoplasm and a nucleus (Fig. 277 f). 

The presence of a .plasmod ium in a cell stimulates not only t he occupied cell 
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t o meristematic activity but also the cells contiguous to it . This is effected in two 
ways : («) by the one or more divisions of the infected c ell being accompanied by 
a sharing of the plasmodium into the daughter and subsequent cells, before the 
divisional walls are laid down ; and ( b) by bits of the plasmodium, cut off within 
an infected cell, migrating through pores in the wall into contiguous cells, with a 
repetition of the same process within prescribed areas. Both of these methods 
appear to be operative, though several authors deny the capacity of plasmodia to 
penetrate cell walls. ^ 

While, in the early stages of root infection, the invaded host cells are naturally 
those of the primary cortex, the parasite, later, seeks out the primary cambium. 
This meristem, however, is not seriously assailed until an appreciable amount of 
secondary tissues has been formed by it in the normal manner. The occupation 
of the cambium, however, initiates a much more serious phase of the disease than 
was the case in the occupation of the primary cortex. Plasmodial portions within 
dividing cambial cells are supplied to practically every living cell added by the 
cambium to the phloem and phloem parenchyma, as well as to the medullary rays, 
on both sides of it. But the parasitised cells, wherever they may occur, have no 
prescribed plan of division, and their irregular multiplication at advanced stages of 
infection takes place on so wide a scale that the proliferating tissues intrude upon 
the vascular elements of the wood to such an extent as to break the vascular 
continuity (Figs. 144, 278). Such abnormal meristematic activity, at numerous 
centres of infection within a root, causes considerable displacement of host tissues, 
which arc therefore forced outwards and finally appear at the broken surface as 
clubs or galls of hypertrophied tissues ,,7 ». 

Germination of the spores occurs over a wide range of temperature, according 
to various authors, from (y° to 27° C. ii7, \ 6°to35°C. **«>; the optimum, between i8 u 
and 25 0 C. ,24 - 37 \ or between 27 0 and 30° C. <5> . In general, the range of tempera¬ 
ture for development of the disease is practically the same as for spore germination, 
but the temperature effects upon the growth of the host may be different ,J7> . 

The amount of moisture in the soil is a significant factor in the incidence of 
this disease. In a graded series of experiments <24> , infection occurred at 60 per 
cent, moisture capacity of the soil but not at 45 per cent., or below, and with a rise 
above 60 there was a corresponding rise in virulence of the disease. But adequate 
drainage alone does not keep the disease in check, and it has been established that 
while the success of initial infection depends largely on the length of time the roots 
are in contact with water, favourable to spore germination, a fall in the mojsture 
content, after infection has been accomplished, has little effect upon the progress 
of the disease. As short a period as 18 hours’ incubation in the soil is sufficient, 
under excess of moisture, to establish thorough infection in the root (,7> . 

Long before the true nature of club root was understood, soil acidity "as 
considered to play the most important part in the development of the trouble, an 
the application of lime to the soil was one of the earliest methods used to c° m a 
the disease. But spore germination is not exclusively dependent on reative 
reaction of the soil <4) , and may occur with equal facility in alkaline or acid solutions^, 
under certain controlled conditions, such as maintenance of a temperature no 
above 21 0 C. <l3) ; in the absence of a susceptible host the organism becomes 
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exhausted sooner in acid than in neutral soils u In general, the organism ceases 
to cause infection at, or slightly above the neutral point, and the maximum limit 
appears to lie between /»H 6 9 and 7*8, perhaps nearer the latter value 30 \ 
The action of liming the soil for the control of club root is still imperfectly under¬ 
stood, afid the amount of lime added is not the chief factor in inhibiting spore 
germination u> . But the form in which it is added is important, and while hydrated 
lime is of wide acceptance, its action is said by some to be due, not so much to its 
neutralising properties as to its direct toxic action on the parasite ; in this respect 
it was found to be much more effective as a lethal agent in the soil than the sulphates 
or carbonates of lime ,i7) . In other cases, however, quicklime is reported to give- 
better results than hydrated lime, or limestone ,3 ‘. Again, experiments conducted 
in Wisconsin in 1930 and 1932 showed that hydrated lime did not give uniform 
control in the field although the reaction was neutral, but the effects were much 
more successful under greenhouse conditions when frequent watering could be 
carried out. It would appear, therefore, that a fluctuation in the amount of soil 
water, and forced aeration, permit of varying degrees of infection even in slightly 
alkaline soils " 8 ». A high concentration of spores may also induce infection in 
such soils, and this may perhaps explain why liming sometimes fails to control 
club root <33al . 


Lime is best applied in the hvdrated form at the rate of \ to 2 tons per acre (i7> ; 
lime'or quicklime should be allowed to slake by exposure, and applied at 4 tons 
per acre, forked well in, several days before planting «». 1 normal Ureas go od results 
follow the application of disinfectants suc h as the higMv ppjgonous chlorides of 
mercury, corrosive sublimate, and calomel 30 - 33 '.~ In the planting of cabbages, 
for instance, the sublimate is employed, 1 oz. in 10 to 12 gallons of water, applying 
about 5 pint to each hole before planting ; or 2 per cent, formalin, at rate of 2 
gallons per square yard may be used 4 weeks before sowing ,33 >. Calomel may be 
used in powder form, a 4 per cent, dust raked into the soil at a rate of i\ oz.’per 
square yard being very effective (, - a \ or the roots of each transplant"may be 
dipped in the dust at planting 33 >. Variable results are reported for the use of 
lime substitutes such as calcium cyanamidc (,6 > and nitro-chalk <33> . 

Loam and clay soils are generally less prone to harbour club root than moor¬ 
land and light soils ,2 *- 30 >. The application of organic manures fosters the disease, 
this being attributed by some to the capacity of the organism to exist in amoeboid 
form as a saprophyte, and by others < 32) to the action of the manures in encouraging 
the retention of soil moisture favouring spore germination. In the field, such 
manures as well as acid fertilisers should be applied at other periods in the rotation 
when non-cruciferous crops are grown. Long periods of rest from crucifers are 
advisable in order to starve the parasite out of the soil, and every effort should be 
made to eradicate susceptible weeds from the vicinity of the crops. 

It is recorded that club root is most severe on turnips having a high content 
ot sugar, and a direct relationship has been found between relative resistance of 
the host and the percentage of certain glucosides which, in fermentation, produce 
highly pang 60 ' mustard oils ; and the further suggestion is made of the possibility 

but dT" m , g - K r00t - y t T Cd ' n , g and Cr0Ssing of Spccies otherwise desirable 
but deficient in the active glucosides, with those containing higher amounts of 
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these substances <34 * 35) . It is interesting to note that a chemical analysis of leaves 
and roots of healthy cabbage, in comparison with those of plants diseased with 
club root, showed a difference in protein content; in healthy leaves it was 33*37 
per cent., and 28 65 per cent, in leaves of diseased plants ; the values in the roots, 
however, were of a reverse order, being 11*19 P er cent - and 32-87 per cent, in 
healthy and diseased roots respectively ; moreover, the amounts of phosphorus 
and potassium were larger in healthy leaves than in leaves from diseased plants, 
the reverse being the case in the roots ,27) . 

Immunity from club root is not claimed for any kind of crucifer. The yellow 
turnip, Bruce Purple Top, The Wallace, Dale’s Hybrid, and Irvine’s Greentop 
Yellow, possess high resistance (n * 29a) . In Sweden the first variety is favourably 
reported upon, as well as another kind, ‘ Immuna ’ (30) . In Wales, the Danish 
strains of swedes are recorded to have superior resistance in comparison with 
British kinds ; while none of the strains was found to be immune, they all gave 
higher yields on infected land than any of the home varieties, and though they were 
considerably out-yielded by the latter in healthy soil, they still possessed better 
keeping qualities. Of the Danish Bangholm swedes, the best-resisting arc Hcrmg, 
Studsgaard, and also the 0 fofte strain of the variety Wilhelmsburgcr ; the Welsh 
trials also point out the importance of knowing the place of origin of the seed ( . 
No varieties of cabbage, broccoli, or brusscls sprouts arc immune from club root, 
but marrow-stem kale and some strains of kohlrabi are less susceptible to it. 
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Dry Rot and Canker of Swede and Turnip, Phonta litigant (Fr.) Desm. 

Dry rot of swede and turnip has been known in England for nearly half a century 
and is common everywhere throughout Britain ,4 \ It also occurs in Denmark 
and Canada, and appears to be the most serious disease of root crops in New 
Zealand ,4 > 8> ,2) . Weeds, such as wild turnip, white mustard, charlock, wild radish, 
horse-radish, and wallflower, arc known to be attacked by the fungus Phoma 
litigant causing this dry rot, and some of these may serve as carrier hosts to the 
cultivated crops in the field. As there are two fairly distinctive phases of this 
disease, one a wilt, the other a canker, it is very difficult to assess the losses incurred 
in the growing crop, and later, when the roots arc in storage. Though not usually 
as serious a trouble as ‘ club root \ in a bad season losses may be from 10 to 50 
per cent. <q> l4> , and 50 to 100 per cent, of swede crops have been lost in New 
Zealand where it is less severe on turnips, though losses up to 40 per cent, have 
been experienced on that crop as well ,4 ’. On some farms in England, where short 
rotations arc practised, swede crops have had to be abandoned owing to the severity 
of dry rot (,) . 

The disease may start on young seedlings as well as on mature plants. All 
parts may be attacked, including pods and seeds. When seedlings are about a 
week or a fortnight old, sometimes the cotyledons of affected plants turn grey and 
shrivel up in 2 or 3 days (9) . In other cases seedlings may perish from being 
attacked at the hypocotyl or at the root tip ; seeds may sometimes be so severely 
infected that they decay without germination (7) . Even at these very early stages 
of the disease on ungerminated seeds and seedlings killed, the tiny black pycnidial 
fructifications of the fungus are produced in great numbers. These early seedling 
infections are believed by some to serve as foci of infection for spreading the rot 
to the surrounding healthy crop. Typical dry rot usually begins about mid-July 
when the fleshy roots are about J inch thick, the plants in scattered places in the 
field showing a bluish coloration of the leaves, in striking contrast with the green 
of the healthy crop. Such plants soon wilt and may be so girdled with disease 
that the upper parts collapse and separate easily from the rooting portion. On 
the crowns of these plants the tiny black pycnidia are present in great numbers 
and serve to infect surrounding plants. Spread of infection, however, is slow, and 
decay within confined areas extends very gradually and is never epidemic through¬ 
out the entire crop. 
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Dry rot does little harm to the expanded leaves of established plants but 
usually on the older, yellowing, drooping leaves, less commonly on those still 
green, slightly sunken spots may arise on any part of the leaf blade, usually circular, 
or angular if against a vein, 1 to il cm. in diameter, of a dirty-white colour, with a 
light-brown or yellow margin, and when held up to the light each spot is bordered 
again by a zone of deeper green than the surrounding area (2) . Numerous black 
pycnidia develop on both sides of a leaf spot (Fig. 279 b), but some authors state 
that these leaf pycnidia never open in the field to set free their spores (l4) , dis¬ 
semination apparently taking place only from those formed on other parts such as 
the neck, bulb, pod, and seed. 

The more serious phase of dry rot, the canker stage, starts at the neck and later 
penetrates into the interior of the bulb, resulting in the partial or complete breaking 
across of plants at soil-level. Bulb rot is accompanied by an internal blackening 
of the tissues and the production of abundant black pycnidia on the lesions or 
around the lips of the dry, gaping canker (Fig. 279 a). Early signs of the onset of 
canker consist of small green spots on the neck of the bulb ; they are horizontally 
elongated and depressed and later turn grey or brown in colour. In small bulbs 
these lesions may extend inwards and cause early death. At first few in number 
on the neck, the lesions increase and may become scattered over the entire exposed 


Fig. 279.—Dry rot of swede (Phoma litigant). A, lesion on the bulb. B. the tinv black.Piaster 
bordering a lesion on the leaf. C, pycnidia (enlarged) on the bulb (photos si, a, . 

& Noble) 




CH. XII 


POTATOES AND ROOT CROPS 


5^9 


surface of the bulb, but rarely developing below soil-level. Though lesions may 
be numerous on the more advanced bulbs, the latter are not killed unless the lesions 
join together. When a lesion is young and growth of the plant is vigorous, a 
horizontal crack may develop in the rind and girdle the plant so completely that 
the top falls off, leaving the rooted part behind. Pycnidia are usually abundant 
in the vicinity of the bulb lesions but are not invariably present M '. 

On the flowering stems of plants grown for seed small lesions similar to those 
described on the neck may frequently occur. After flowering is over, lesions may 
also be seen on the pods, and these may take the form of indefinite blackened areas 
either at the point of attachment of the pod to the axis or at the stigmatic end, or 
of bettcr-deflned spots at intermediate points, somewhat similar to those on the 
green leaves. Infections from such pod lesions may enter any seeds in contact 
with the affected pericarp, and sometimes penetrate so deep into the seed as to 
stop its development, but seed infection very rarely goes beyond the testa. It is, 
however, important to note, despite the fact that infected seeds are considered by 
many to play but a minor part in the spreading of the disease, such seeds when 
killed outright, or soon after germination, produce pycnidia and spores (especially 
in sunlight), and if they can persist in the soil it is quite likely that diseased seeds 
may act as foci of infection ,7> . Rut the methods for over-wintering of the fungus 
arc discussed again below. 

Phoma lingam , the parasite of dry rot, is a member of the Sphaeropsidales (Fungi 
Imperfecti). The pycnidia arc sub-epidermal, black, globose or lenticular, from 130 to 
340/x in diameter, opening by an ostiole ; pycnospores arising from a layer of beaked 
cells lining the fructification are unicellular, elliptical, slightly curved, from to 6 In 
o-8 to 2 fi in diameter; they are hyaline and embedded in mucilage which in moist 
weather is extruded with the spores through the ostiole, the spores being scattered in 
raindrops or perhaps borne away by insects. In dry weather the pink spore tendrils drv 
out, becoming firmly fixed to the substratum ; the spores remain viable in the dried 
mucilage for over 6 weeks, but without its protection survive for only 5 to 10 days, or 
less ,4) . Different strains of the fungus are known to exist ; in artificial culture these 
differ mostly in their rate of growth and capacity for staling of the medium ; in general, 
the colonies are irregularly lobed, the aerial mycelium being of a dirty-white colour above, 
and slightly olivaceous within the medium (potato-dcxtrosc-agar, at 20 C.) ; mono¬ 
spore cultures, kept moist, produced concentric rings of pycnidia in 10 to 24 davs ; the 
optimum temperature for growth is 25°, and for pycnidial formation somewhat lower, 
20 0 C. ; exposure to strong light favouis development of pycnidia '*■ 


There is general agreement that Pli. /ingam survives from season to season on 
the decayed remains of infected crops in the soil, but it docs not appear to be 
capable of long existence in the soil ; it is reported to live at least for one l,0 » or 
two seasons ,5 >; in New Zealand it was isolated from a moist soil two months 
after the removal of the infected crop but was not recovered after that period 
unless associated with host debris »». Whether the organism of dry rot can also 
survive on the seed has long been a vexed question. There is abundant evidence 
that the seed coat carries infection (pycnidia) which may attack the seedling in its 
early growth, but according to some, seed infection occurs on too small a scale 
to account for heavy infections usually witnessed in the field. On the other hand, 
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in New Zealand, where the disease in many places has been a limiting factor in 
the raising of swede crops, infection is believed to start from seed, occurring there, 
too, on swede seed imported from Britain (4) . The severity of the disease in New 
Zealand is otherwise difficult to explain, but there is evidence from this quarter 
that certain insect vectors attracted by the mucilaginous spore tendrils may also 
distribute the disease 11 *. Furthermore, there is undoubted evidence that 
dry rot can start afresh on swede crops after many years of rotation, or on newly 
broken old pastures where there was no likelihood of the disease having been 
carried to the new crop in any other way than from infected seed, such as, for 
instance, by any weeds susceptible to it ,7) . It seems fairly clear, therefore, that 
while in severe attacks the spread of dry rot is mainly from infected debris left in 
the soil, there can be little doubt that true primary attacks arise from the planting 
of infected seed. Probably one variety of swede is more prone to seed infection 
than another ; it is recorded that when seeds from two stocks of the same variety 
of swede were planted in clean soil, one stock gave 60, and the other only i per 
cent, of diseased roots <l) . Much disease probably ensues from a combination of 


infected seed and the use of manure contaminated with crop debris. 

The various parts of the growing plant become infected from soil-level up¬ 
wards by the spores of the parasite being splashed by rain and wind, the lower 
parts becoming first affected and, having formed pycnidia and spores, the latter 
are carried up a step higher from leaf to leaf, causing fresh infections and pycnidia 
until finally the pods, and from them the seeds, arc in turn infected. Infections 
are thus external, occurring through lcnticcls, leaf scars or wounds, not, it is 
believed, through unbroken rind <l4 \ but uninjured leaves are said to be invaded 
by the spores, pycnidia appearing within three days after the spots arc first visible 9 . 
The fungus destroys the cells of the leaf, the affected part turning brown, and from 
groups of hyphac which collect at various points under the epidermis (upper 
and lower) pycnidia are developed ,9> . In the neck and bulb, the intercellular 
mycelium spreads in the cortex, chiefly in a tangential direction, inward penetration 
being slower, but when the deeper-seated tissues are invaded the mycelium may 
also be seen inside the host cells ; cambial and phloem tissues may thus be occupic 
and the fungus may collect in masses near the xylem. Though pycnidia are ear \ 
formed at points of infection, later, with the rupture of the lesions due to gro'vt 
and expansion of the bulb, they continue to be formed at varying depths into 
the wounded tissues as well, but getting less and less black the deeper they arc 
formed and becoming less efficiently enclosed because of the poor deyelopmen 
of the pycnidial wall, since they are protected in crevices in the host tissues • 
Bulb infection is always followed by death of the plant ; complete decay o arg 
bulbs occurs towards the end of the season, when they dry out and become mum 
mified (4> . The fungus is present in all the lesions on the pods, and after traversing 
the pericarp wall, may fill the interior of the pod with a flocculent mycelium " 
may penetrate the seeds, especially those in the vicinity of a lesion ,4) ; all pa 
of a seed may be penetrated and destroyed, but mostly only the testa eco ^ 
affected < 4) . As already mentioned, young seedlings may contract infection ro 
the testa when this is carried up on the tip of one or other of the coty c 
germination ; the fungus grows out of the testa into the cotyledons, to pro 
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a small grey or brown lesion, the tissues being destroyed in the same way as 
described above in the case of the foliage leaves. Even if affected seeds do not 
germinate, pycnidia may still be developed on the seed coats in a few days, and 
young seedlings which contract infection through the hvpocotyl, if the testa is 
not carried up on the cotyledons, usually develop a rot which involves the entire 
seedling, and pycnidia may appear on any of its parts ,7 '. 

Dry rot appears on all types of soils. There is no evidence that severity of the 
disease is dependent upon high moisture content ol the soil ; in Scotland it is as 
severe in the dry north-east as in the wet south-west areas, so that its distribution 
appears to bear no relation to the amount of rainfall ,7 ‘. 

Since dry rot is mainly contracted through sowing in contaminated soil, 
suitable rotation should be observed, as practised, for instance, by the Lothian 
farmers who carry out a six-course rotation, the cruciferous crop following either 
potatoes or oats ,7> . With regard to cultivation, the disease is said to be less 
severe when the roots grow close together, presumably because the dense over¬ 
lapping foliage forms a canopy over the bulbs protecting them against rain-splashed 
spores 061 . In certain parts of New Zealand it is the practice of farmers deliberately to 
choose a smaller yield by sowing thickly and late, rather than risk the almost certain 
loss of a better crop obtained by sowing earlier with better spacing of the plants '. 

Various treatments to destroy the fungus on the seed have proved ineffective or 
impracticable on a commercial scale ,b - 7 -No variety of swede is reported to be 
resistant to dry rot in all localities under similar conditions. Swedes are generally 
more susceptible than turnips, yellow turnips showing distinct resistance " 4> '*• l6 '. 

I*'or the protection of plants cultivated for seed, spraying with Bordeaux 
mixture is recommended ,h> . The most promising line of enquiry towards the 
eradication of the disease is that of more rigid inspection and selection of seed 
plants exhibiting less and less tendency to canker and dry rot ,7 '. 
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Brown Heart or Heart Rot of Turnip and Swede ( non-parasitic) 

This important disease of turnips, swedes, and allied plants is due to boron 
deficiency. It has probably arisen through the diminished use of manure and the 
greater purity of artificial fertilisers, so that it has become necessary to add the 
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mineral to the soil 4 - s * °The disease is known in England, Canada, and New 
Zealand as brown heart or heart rot, in Scotland as ‘ raan and by various other 
titles in Scandinavia, Holland, and Germany. It is fairly common after dry 
seasons, and in calcareous soils. 

Experiments reported from Canada in 1937 (the trouble was stated to be a 
limiting factor in the growing of swedes and turnips in eastern Canada), from 
Scotland, Wales, and Norway in 1935 showed that this disease was controlled 
bv soil applications of sodium tetraborate (borax) and other boron compounds. 
In Canada, it is estimated that losses due to this disorder amount to about 50,000 



Fits. 2K0.—Brown heart of swede. . 1 , in longitudinal section. R. in transverse section <f f 
by Foister & Noble). C, I). cross-sections of turnip showing brown heart after six mon 
storage (photo by O'Brien, by permission of West Scot. Agric. Coll., Auchincruive) 
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dollars every year The use of finely powdered borax, at the rate of 10 to 
20 lb. per acre, shortly before sowing the seed is now a general remedy. 

Brown heart, as seen when the ‘ bulb ’ is cut across, is marked by the develop¬ 
ment of a well-defined, brownish, mottled, more or less watery area, not extending 
past the cambial layer, in the root (Fig. 280). No external symptoms are visible 
at this stage. As the turnip grows older the mottling becomes less noticeable, 
being replaced by a greyish-brown dry mass of broken-down cellular tissue, 
but there is no spreading rot. The trouble appears to begin, in seedlings, in the 
lower part of the tap root and to be associated with abnormalities of the xyleni ; 
in older plants the middle lamella is swollen in the brownish areas. In swedes 
suffering from boron deficiency there is developed a wide /one of thin-walled 
cells from the cambium. Greater damage to the cell walls in initial attack was 
observed in the secondary vascular bundles, followed by the formation of thick- 
walled cells distinct from all the adjacent tissues Affected roots have a bitter 
taste, are woody when cooked, and their feeding value is much reduced, the loss 
in sugar being as much as 12 per cent. In Eire, in 1940. brown heart affected 
about 90 per cent, of swedes in south County Kildare on an alkaline light soil, and 
w'as controlled bv the application of borax, spraying the crop in the third week 
of July, with the solution, reducing the amount of disease to a greater extent 
than making soil applications by broadcasting at sowing time, or by applying 
the compound to the side of the bulbs, at the same rate of 21 lb. per acre, w hile 
the spraying was effective at the rate of 7.I lb. per acre 

Some varieties are relatively resistant but none appears to be completelv so, 
and all may show symptoms under adverse soil conditions such as are induced 
by liming certain soils. In Welsh experiments, the variety Superlative showed 
marked resistance. In Great Britain the purple-topped varieties are in general 
more prone to the disease than those with green tops In New Zealand, Vilmorin 
and Wilhclmsburger swede varieties appeared to be somewhat more resistant 
to brown heart than Superlative and Sensation ,7 '. The brassicas are more sensitive 
to boron deficiency than beet, and their seeds contain too little to enable the 
cotyledons and first true leaves to develop ; swedes have been found in England 
to suffer severely from brown heart in acid soils alongside beets and mangolds 
which showed no symptoms ,M . Pot culture experiments at Cambridge have 
shown that turnips deprived of boron suffer from severe marginal scorch of the 
outer leaves, twisting, elongation and narrowing of the inner leaves, and stunting 
and roughening of the root, which tends to rot. 

Applications of borax even as low as 3 lb. per acre have proved beneficial in 
New- Zealand, but a lesser rate than 10 lb. cannot be relied on, and in highly 
calcareous soils 20 lb. or even more may be necessary ; an increased yield of c’\ 
tons per acre has been obtained by an application of 15 lb. without causing injury 
to ordinary crops in subsequent rotations <*>. If lime is required for the root crop 
or is applied to combat club-root disease (Flasmodiophora brassicae), an application’ 
ot boron at the same time may be advisable. 
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Downy Mildew of Beet, Pcronospora schachtii Fuckcl 

Though known in Europe as far back as 1852, downy mildew of sugar beet 
did not appear in England until 1921, in the counties of Lincoln and Cambridge. 
It is believed to have occurred on mangolds in 1913 and again, in 1925, on a 
mangold crop grown for seed in east Kent ,s '. The first record of the trouble 
in the Cnited States was in 1911 on sugar beet in California, in which area 
much research has since been carried out in relation to various aspects of this 
disease <la ’ 7 \ and further investigations have also been made in I*rancc w> . 
The mildew is prevalent in most European countries and has also been reported 
in Egypt, Palestine, Japan, the Argentine, and various localities in America. 

Karlv seedling infections often account for complete loss of plants in the root 
beds, while in later attacks disease on the foliage may so interfere with normal 
plant functions as to cause considerable reduction in the amount of carbohydrate 
stored in the roots, a feature which naturally affects the plants more adversely in 
early than late infections 11 Still later infections, incident at the time when beets 
grown for seed are in flower, may, by reducing the number of flowers in the in¬ 
florescence, or bv otherwise reducing their fertility, cause serious losses in the 


amount of seed produced. 



Fir;. 281.—Downy mildew of su«ar beet 
(Pcronospora schachtii). The mildewed 
leaves at the crown (photo by Dillon 
Weston) 


Symptoms of trouble in the root beds 
are manifest by gaps in the drills, thus 
indicating destruction at early stages 0 
germination. Plants attacked after making 
good growth show thickened and stunte 
stems, accompanied by the developmen 
of several thin secondary shoots growing 
out from the sides of the crown (I*ig. 2»U- 
The lower leaves on the main stem 0 
affected plants arc smaller than normal, 
thickened and twisted, and covered on * 
under side with the buff-grey con.dia 
fructifications of the mildew. 

It is not known with certainty o\ 
primary infections of the seedlings in 
field arise, whether from infected sCC 
from soil contaminated with the res 
spores of the causal fungus. During ,n 
tions of seedlings, under moist co 
tions, the cotyledons curl downwar 
soon become covered over with co 
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the young plants usually dying off, hut cotyledonary infections, though easily 
effected under artificial conditions, are of somewhat rare occurrence in the field. 
Infections commonly occurring on older, expanded leaves consist of isolated 
or united spots of irregular shape, from i to 4 cm. in diameter ; on the upper 
surface the spots are a paler green than the rest ol the leaf and are coated on the 
corresponding under side with conidia, and if the weather has been dry for an 
appreciable period the spots are usually surrounded by a narrow ring of a pale red 
colour. Infected plants which continue their growth into the autumn may show, 
especially after heavy rainfall, an abnormal increase in the number of young leaves 
in the central rosette. These young leaves are smaller than usual, puckered and 
covered with mildew towards the base of the lamina and petiole, but their tips 
usually remain quite unaffected, fiat, and of a normal green colour The 
central rosette, though heavily mildewed, may often be surrounded by older leaves 
which to all appearances are healthy, but in severe infections all the leaves may be 
killed (6> . In beets grown for seed, the disease causes a decided check to the elonga¬ 
tion of the inflorescence axis on which, towards the base, the leaves are again 
thicker than normal, curled, and heavily mildewed, and the axillary floral shoots 
may either be suppressed, or remain dwarfed and distorted. Moral shoots which 
survive to blossom may also show infection in the form of swellings or blisters, 
particularly on the bracts and on the sepals of 


the flowers ; in place of flowers there is often 
such an abnormal development and dense 
assemblage of small foliage leaves as to give 
the floral axis the appearance of a densely 
foliaged vegetative shoot. Hut even in ad¬ 
vanced cases of infection of the inflorescence, 
it is not unusual to find apparently healthy 
‘ seed balls ’ (fruits) among sterile flowers which 
arc covered with mildew, and many fruits con¬ 
taining germinable seed may carry conidial 
fructifications on the dried, protective sepals ,b '. 

Downy mildew of beet is caused by the 
Phycomycete, Perotiospora schachtii '**. The organ¬ 
ism produces both conidia and oospores but the 
latter have not been observed in all localities where 
the disease is know n '*■ •*. The mildewed appear¬ 
ance of the leaves is due to emergent conidiophores 
(Fig. 282) which pass out at the stomata singly, or 
in groups of about three, but many more may be 
seen on mildewed cotyledons. The conidiophores 
are straight for about three-fourths of their length 
before they branch out in characteristic and 
regular fashion to produce ultimately from 5 to 
40, or even more, hook-shaped sterigmata each 
bearing a conidium, the length over-all ranging 
from 200 to 500**, sometimes up to 600/z' 6 ’. 



FlC. 282 .—Peronuipora schachtii. Two 
conidiophores and conidia ( * 250) 
(after Salmon & Ware, Wye Re¬ 
ports) 
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Tl.c oval-shaped conidia measure from 20 3 to 281 by 17-5 to 24-3 p. <«, or show 
mean dimensions of 22 bv 18 /. The multinucleate conidia germinate at compare- 
tivclv low temperatures, <>2 per cent, germination being obtained at 4 0 C., decreasing 
\v,th higher temperatures of ,0. 21, and 30’. to 75, ,o. and o per cent, respect¬ 
ively \ but an optimum temperature of 10 C. has also been observed «•>, and slightly 
higher temperatures are required for spoliation «'*•. Although spore germination 
was reduced, conidia were not killed by freezing at -i 2 ? C. for 24 hours, and under 
natural conditions were enabled to survive periods of frosty weather ,6 ». Germination of 
conidia is mainly direct by germ-tube, but the formation of zoospores has also been 
observed I he oospores are found mainly in the foliage leaves, but have also been 
seen in the Moral organs, namely, sepals and pericarp of the seed clusters, and while their 
formation is apparently connected with maturity or death of the host, they mav also 
ar.se in young leaves, and under artificial conditions have been produced in both cotyle¬ 
dons and young leaves within 30 days after inoculation with conidia <•>. The round, 
multinucleate oogoma are fertilised by paragynous anthcridia ; the oospores measure 
from 20'6 to 35 h "» diameter, and have a wall 12 to 3 4 M thick. Some have succeeded 
in getting the oospores to germinate but others have failed '•». 

W hilc the fungus becomes established mainly in the foliage leaves, it can also 
ade the entire plant, penetrating even into the vascular system of the crown 
and, to a lesser extent, the roots. Leaf penetration by germ-tubes is stomatal, 
and infection hyphae ranging from 4 4 to u ,, in diameter 0) ramify in the 
intercellular spaces to produce a somewhat coarse mycelium which enters the 
mesophyll cells here and there, to form large, branched, lobed haustoria (Fig. 

2 (.) 0 . I he fungus concentrates much more in the spongy than in the palisade 
region of the leaf, so much so that, later, it becomes difficult to differentiate between 
these tissues of the leaf. Moreover, by hypertrophy, the leaves become considerably 
thickened, and meanwhile the affected parts of the lamina are of a much paler 
green than the normal parts, and the amount of carbohydrate produced in them 
is much less than in the healthy tissues. 

The mycelium may be found in the leaf petioles, in the axis of the inflorescence, 
and in various organs of the flowers. While no sure connexion between mycelium 
in the older leaves and that in the crown has been established, continuity has, 
however, been detected between mycelium in the tissues of the crown and that 
found in the new leaves forming the rosette at the centre of the crown. Neverthe¬ 
less, such new leaves in the rosette appear to become infected externally, from 
wind-borne conidia which settle and germinate on them chiefly along the tender 
petioles and succulent bases of the leaves. The probability is, therefore, that 
the crown becomes infected through the bases of the young leaves, and not from 
any mycelium that may have passed into it from older infected leaves. Again, 
while the first caulinc leaves on the axis of the inflorescence often remain 
healthy, shoots and flowers in the axils of these leaves may be found severely 
infected. This is believed to be due to systemic infection, the fungus in the crown 
keeping pace with the elongation of the axis and the formation of the flowers, 
the mycelium being eventually found in the sepals, pericarp, and even in the 
stamens, at a time long before the flowers were open in the natural way for pollina¬ 
tion and when external infection might also take place. Not only has the fungus 
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been found in the pericarp and sepals, but also in the integuments ol young 
ovules, and in many cases oospores of the organism have been lound in the sepals 
and pericarp, but in no instance has deep-seated infection of the micellar and 
embryonic tissues been observed ,6 \ However, a contrary view is held, that 
floral infections, like those of the young leaves in the leafy rosette, are also of 
external origin from secondary infection by wind-borne conidia In any case, 
the undoubted observation of the presence of mycelium and oospores embedded 
in the coverings of the mature seed balls (beet ‘ seed ’ is actually a fruit furnished 
with a thickened persistent perianth which is prickly and absorbent) is obviously 
of great importance in the possible survival of the fungus of beet mildew on the 
seed, whether infection originates from without from air-borne conidia or from 
within in a systemic manner from the crown. 

Infection with conidia is effective over a wide range of temperature, from 5 
to 20 C., the optimum being S (.*. " . Cotyledons and young leaves are highly 
susceptible, older leaves being more resistant. Infections in the field may appear 
on seedlings within a month of emergence and it is significant, in the case of a 
particular crop under observation, that all infections, with the exception of two, 
were caused by wind-borne conidia, the exceptions being considered primary 
infections from seed transmission or, perhaps, from the presence of oospores in 
the soil 

What form the fungus of downy mildew of beet may adopt for survival over 
the winter is not clearly known. In the case of beets stored for seed production 
there is ample evidence of the over-wintering of mycelium in the tissues of the 
crown, the mildew breaking out afresh when such beets are planted '*• We 
have seen that the fungus is capable of tolerating low winter temperatures, and 
there can be little doubt that by this method of beet culture perennial mycelium 
offers, at least, one way of establishing the fungus in the seed fields in the spring. 
The existence of oospores in the soil is another possible means of perennation, 
but these spores have not been observed in all places where the disease is common, 
and the conditions of the environment under which they are developed, and their 
germination made possible, are not known, and all attempts to induce infection 
of seedlings in soil deliberately contaminated with them have failed u,t . There 
still remains, therefore, the probability that the disease may be transmitted by 
seed. As already stated, evidence of the presence of mycelium in the pericarp 
of the seed ball and in the inner layers of the seed-coat has been established, w ith 
or without the formation of oospores. Possibly, from a few foci of infection set 
up by such infected seed, a number of primary infections may provide sufficient 
conidia to spread the disease to all parts of the crop by secondary infections. 

As so many doubtful points have been raised in relation both to the survival 
of the fungus on the seed and the longevity and role of the oospores in decaved 
plant-remains or in the soil, it is obviously important to use seed onlv from disease- 
free plants, and not to plant a beet crop in land recently occupied bv the same 
host. When transplanting, all plants showing any suspicion of the mildew on the 
leaves should be rejected and destroyed. Seed beds should not be planted near 
field crops of mangolds or beets, to avoid the possibility of transmission by conidia 
from one crop to the other. There is no definite evidence that any other member 
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ot the beet family, except the wild beet (Beta maritima) found near the seashore, 
acts as a carrier host to this disease. 

Out of a large number of experiments to test resistance to mildew l7 * 9) only 
very tew varieties ot sugar beet showed any measure of resistance to downy mildew 
in the localities where these were performed. Spraying with Bordeaux mixture, 
or dusting with copper-lime, to check the disease in the root beds has been tried 
by some growers, but no definite evidence of the beneficial effects of these treat¬ 
ments is so far available. 
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Black Leg of Sugar Beet, Pythium tic baryanum Hesse; Phoma betae Frank; 
('or ticium so/ttni (Prill. & Delacr.) Bourd. & Galz. Pythium spp. ; Pythium 
aphanuiermatum (Eds.) Fitzp. ; and Aphanomyces Icvis dc Bary 

Black leg disease causes serious losses in fields of mangold and sugar beet 
during germination and early stages of growth ; older plants arc generally safe 
from infection. 

The disease has long been known to attack mangolds in Britain ,28 \ and it 
appears also to have existed on beets in certain parts of England about 1895 or 
earlier, but it is not as serious a trouble of sugar beet in this country as in America (J) . 
In Britain, the three principal fungi associated with it are Phonta betae , Pythium 
de baryanum and other undetermined species of Pythium , and Aphanomyces ter is, 
Phoma being the most important, but Pythium is reported to be the more common 
cause in south-west England i31> . In America, certain strains of Corticium 
(Rhizoctoma ) solani, which are, apparently, different strains from those found in 
Europe, and another species of Pythium , P. aphanidermatum , arc also named as 
causal organisms. In Germany, Alternaria tenuis is also cited 03a) . Most, if not 
all, of these organisms are considered to be only weak parasites, and there is reason 
to believe that certain factors pertaining to soil and climate, as well as other troubles 
of the sugar beet of a physiological nature arising probably from deficient nutrition, 
are actually the precursors of black leg disease and which render the weakened 
seedlings susceptible to attack by these various fungi (l ' 37 \ 

Early infection by any of these organisms may take place as soon as growth 
occurs outside the seed coat, or shortly before the young shoot emerges from the 
soil. On seedlings which succeed in breaking through the soil, the general symptoms 
consist, at first, of water-soaked spots on the young stem at or just below soil-leve , 
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hut as the lesions get bigger they turn brown,and later black. If infection pene¬ 
trates as far as the vascular bundles the seedlings rapidly wilt and die ; their 
roots are blackened and reduced to mere threads ' s ‘. If the lesions go no further 
than the cortex, they usually heal up and the plants may survive ,}7 '. Apparently 
it depends on the general vigour and rate of growth of the seedlings in comparison 
with the rapidity of penetration, whether invasion is held up in the cortex or is 
allowed to proceed into the vascular system. 

The main structural and reproductive features of the fungi named above, 
and the symptoms caused by them separately in natural or artificial infection of 
beet, are outlined below, but as they produce so many symptoms in common it 
is often very difficult to ascribe certain phases of the disease to any one of them 
without resort to artificial culture ,7 '. 


> 


Pythium de baryanum 

While there can be little doubt that the effects of this fungus are mainly those 
of ‘ damping-off ’ of seedlings at soil-level, the same organism may also exact 
heavy toll of seedlings during pre-emergence so that the latter form of this 
disease, which has long been associated with Phoma bvtae , is evidently not the work 
of that fungus alone. (Other species of Pythium , including P. u/timum <:s *" attack 
beet and the latter is also known to cause a pre-emergent blight of tomato ’.) Rut 
in view of recent important work in America ' 5 - 5a \ corroborating much previous 
research in that country 7 - "• J ”and in Germany 11 ’, Pythium 

must rank first in importance, in relation to this disease, as a damping-off parasite. 
Damage to sugar beet in Iowa, caused by this fungus, is reported in certain seasons 
to be as high as 95 per cent, of the crop, and it is not uncommon to find fields 
in this area with stands of less than 50 per cent, nearly every year, and the trouble 
is sometimes so serious that entire fields have to be abandoned for growth of 
sugar beet owing to high mortality of seedlings This fungus, a member of the 
Peronosporaceae, is well known as a parasite attacking seedlings of cruciferous 
plants, but it is also associated with diseases of such diverse nature as a 4 root 
rot ’ of conifers (,7 » 4 stem rot ’ of Pelargonium w ‘, 4 fruit rot ’ of pepper ,:7 \ 

and in some areas it is responsible for poor stands of oat and barley ‘ i0 '. 

Although its parasitic propensities are undoubted Pythium attains its maximum 
development and reproductive activity as a saprophyte. The mycelium is both 
intra- and extra-matrical in its relations with the host ; the hyphae, 3 to 4 fi wide, 
are irregularly branched, at first continuous and crowded with dense protoplasm 
in which fat and glycogen are abundant ; at a later period septation usually occurs 
and the time of formation of septa depends entirely on the supply of nutrition 
available, for if this is scanty the basal parts of the hyphae during their growth 
become emptied of protoplasm which passes on to the apical portion and septa 
are formed to cut off the full from the emptied parts. Cross-walls in the vegetative 
hyphae may thus arise at any time apart from their appearance at the development 
of the reproductive organs 16 '. 

P . de baryanum forms two kinds of spores, namely sporangia (which may also function 
as conidia) and resting oospores. The spherical or slightly ovate sporangia, 10 to 35 fi in 
diameter, may arise in a terminal or intercalary position on the mycelium (Fig. 283b 
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It is merely a question of environ¬ 
ment whether these asexual spores 
behave as conidia or become spor¬ 
angia, to germinate, in the former 
case directly by formation of germ- 
tubes, or in the latter, indirectly, by 
developing zoospores. The conver¬ 
sion into sporangia may be observed 
by bringing the mature spores into 
fresh, well-aerated water exposed to 
light. The contents of the sporangium 
are discharged into a protruding 
vesicle within which a number of 
kidney-shaped, biciliate zoospores 
are developed > n . After release, 
the motile zoospores come to rest, 
round off, develop a membrane and 
germinate to produce a branching 
mycelium. The conidia, as such, 
arc capable of direct germination 
after many months’ rest * 6 ’. The 
sexual organs, oogonia and anther- 
idia, usually appear at a later stage 
than conidia or sporangia but there 
is really no relation in time ; they 
may arise either within or outside 
the substratum. In position on the 
mycelium, terminal or intercalary, 
and in the early stages of their formation, oogonia resemble sporangia, but have a smaller 
range of diameter, from if>*6 to 22-1 ft. Paragynous antheridia, of which one or 
more may invest an oogonium, may arise in various positions relative to the latter, either 
from the same hypha bearing the oogonium or from a neighbouring branch, hollowing 
fertilisation by a conjugation tube, each oogonium produces a single spherical oospore; 
oospores, with smooth walls varying from 15 to 2 fi in thickness, average from 131b 10 
17/t in diameter. On the decay of the host the oospores pass into the soil where they 
arc capable of wintering, and on germination may give rise directly to germ-tubes, or 
indirectly to zoospores, either of which, by coming into contact with the hypocotyl of 
germinating seedlings, bring about fresh infections. 

The first sign of infection by Pythium is a glistening, water-soaked spot on the 
hypocotyl, about \ to 2 inches below the surface of the soil, according to the mois- 
tlire-level and depth of planting. Penetrations arc usually quite localised, either 
at the collar region, directly into the base of the hypocotyl, or into the upper part-** 
of the roots close to the collar. The infections bore quickly through the outer 
layer of the hypocotyl or root and, entering between the cortical cells, cause tin* 
latter almost immediately to lose turgcscencc and, following upon shrinkage and 
softening of the hypocotyl, the seedlings collapse. 

In mixed inoculations with Pythium and Phoma (which may be effected b> 
introducing a culture of Pythium into sterilised soil, and planting in it Phonia- 



sirc passed to form /.oospores. G. the liberated 
/.oospores. 11,1. /oospore germination. J. K. /.. 
the sexual organs, spherical oogonia with club- 
shaped antheridia. M. .V, (>, stages in the forma¬ 
tion of the oospore (all * 250) (after Duller) 
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infected seed) it is the general observation that if Pythium is abundant and active, 
the seedlings may be destroyed before Phnma makes any progress, so that Pythium 
appears to act more quickly than Phoma “• '°- 

Under conditions of uniform soil moisture Pythium is more active at com¬ 
paratively high than at low temperatures. A strain of the fungus attacking cress 
in Wisconsin caused infection in over So per cent, of the seeds and seedlings, 
over a range of 20 to 30 C\; at lower temperatures the percentage was lower 
Moreover, when temperatures are high, growth of seedlings is so stimulated that 
the hypocotvls, drawn and etiolated, are rendered more sensitive to attack, and 
damping-off inevitably follows. I nder conditions of low temperature, however, 
the fungus is checked and growth of the host is retarded, but the plants, though 
small, remain healthy. The fungus does not thrive in cold soils, and is most 
destructive in the fields when seeding has been done late and soil temperatures 
are still high ,l *'. In general, temperatures of 15 C. and below, are more unfavour¬ 
able to damping-off than to seed germination and emergence, a conclusion which 
upholds the experience of growers of the benefit accruing from early planting 
of sugar beet ,5 \ A high moisture content of the soil is highly conducive to the 
incidence of damping-off, and the greatest losses occur on heavy soils having 
poor natural drainage ’. A soil deficient in organic matter is usually more heavily 
contaminated with the fungus than a rich soil of a loose and friable texture 

Pythium <ic boryauum is eminently a soil-borne organism and is of common 
occurrence in field and garden soils, in which it survives in the form of oospores. 
The survival of the fungus in the soil suggests a method for its eradication by 
steam sterilisation, but on a big scale the method is obviously impracticable anil 
the risk of re-contamination too great. Although direct treatment of the seed 
with fungicides is of doubtful value in reducing the activity of soil-borne organisms, 
yet such treatment often produces better stands than any from untreated seed, 
as was the case when beet seed was treated with 5 per cent, ethyl-mercuric-phos- 
phatc, (using 4 to 7 oz. of the phosphate to too lb. of seed), but this method is 
not advised in late plantings on soils of acid reaction. In general, a combination 
of seed treatment as above, with early sowing, helps to improve the stand in sugar 
beet (5) . In Virginia and Ohio a rotation with corn lessened damping-off, and 
improved sugar beet stands, whereas sweet clover or alfalfa aggravated the trouble* ’. 
In Minnesota, again, seedlings suff.red more after planting of lucerne or sweet 
clover, and less after maize Treatment of beet ‘ seed ’ with strong sulphuric 
acid, sufficient to decorticate them, was found to render the seed more readilv 
germinable ' ,7 * l8 ». 

Phoma betae 

The relations of this fungus to sugar beet disease have been long 
established «»• '*• «>. The organism is a member of the Sphaer, psidales 

(rung! Imperfecti), the only fructifications being pycnidia. On the host, the round 
black pycnidia are present mostly on spots on leaves and petioles, and on lesions 
on the crown of the beet ; they are not common on the fruits or * seed clusters ’. 

The pycnidia arc sub-epidermal, globose or lenticular, ostiolate, the pvenospores 
being extruded «n a tendril. The fungus is readily cultivated and has long vitality on a 
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wide range of media. Pycnidia vary considerably in dimensions, from 125 to 635/i in 
diameter ; the small hyaline pycnospores measure from 3 8 to 9 4 by 2 6 to 4-3 

An ascigerous form P/cosport1 betae, discovered in Sweden on host debris left in the 
soil, has recently been claimed as being the perfect stage of this fungus. The hemi¬ 
spherical, black fruiting bodies, 230 to 340 /* in breadth, and 160 to 205 fi in height, 
arise on sub-epidermal stromata; they contain ascosporcs, 195 to 25 by 85 to io/t, 
which are transversely and vertically septated oa - Jb *. 

P/ /(i)ii a betae is usually carried by the seed, and the organism is said to be ever 
present on samples of commercial sugar-beet seed 37 \ It is now well established 
that Phoma cannot maintain itself in the soil for long unless it can live saprophytic- 
ally on remains of beets in the Held ,il - 33 \ and under such conditions it is not 
improbable that it can start fresh infections when the same area is sown with 
sugar beet the following season The fungus is known to hibernate on the 

various coverings of the seed in the form of mycelium, but its presence actually 
within the seed coats has not been satisfactorily established, and whether infection 
trom affected mother-beet into the seed-clusters takes place from without, or 
from within by systemic infection, is not definitely known. Though some have 
observed the pycnidia on seed-clusters, they are not common, and cannot in all 
cases account lor the recognised high degree of infection usually harboured by 
sect! ol sugar beet. It is not improbable, however, that pycnospores from pycnidia 
on other parts of the host may be conveyed to seed-clusters, and finding there 
suitable conditions for germination, produce a resting mycelium. Under enclosed, 
moist conditions the latter may develop, and, in culture, two kinds of reproduc¬ 
tive bodies, one, of the nature of thin-walled oidia, and the other, of hyaline 
round thick-walled chlamydospores, have been observed, both capable of pro¬ 
ducing mycelium in culture. Necrotic lesions on seed-beet stems have in some 
instances yielded such chlamydospores, from aerial mycelium (3b \ 

With the planting of infected seed, Phoma may start its attack as soon as the 
seeds begin to germinate, and the young germling may be destroyed forthwith 
before it emerges from the ground. But most commonly the first symptoms 
occur about the third day after the seedlings are through the ground, and may 
continue till the time they develop their third pair of leaves ,,2 ‘. Early infection 
with Phoma is associated with a browning and blackening of the hvpocotyl, the 
discoloured part being evident above soil-level before the seedling falls over. 
Pythium destroys more rapidly than Phoma , and while Pyihium kills the cortex 
early and is soon deeply in the vascular tissues, Phoma though also highly de¬ 
structive to the cortex does not, as a rule, enter the vascular region of the seedling. 
The general impression remains that there is a higher percentage of survivals 
amongst seedlings attacked by Phoma than by Pythium. Seedlings infected by 
Phoma despite loss of primary roots, may send out new roots and succeed m 
making good growth up to maturity, and yet may still carry infection in the tissues 
of the crown. Such beets may be placed in store, to all appearances healthy, but 
when planted out again for seed production may be the means of starting infection 
in the seed all over again <,2 ‘. 

When such infected beets from store (‘ stecklings ’) are planted out, the parasite 
revives and travels from the crown to the leaves, on which, as well as on the petioles, 
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spots ultimately bearing pycnidia arise. The appearance of the spots is almost 
invariably followed by infection on the seed-clusters, at about the time they are 
ripening (37> . But, as already indicated, whether the infection reaches the clusters 
from within the parent beet systemically.or from without, by the splashing of pycno- 
sporcs from pycnidia on leaf, petiole, or crown, is not clearly known, but the fact 
i remains that the fungus which has found its way into the seed-clusters starts the 
cycle afresh when seed germination takes place Recent observations in Sweden 
have shown that necrotic lesions on the stems arise through contact with infected 
leaves in wet weather, while infection may also reach the stem direct from leaf 
through petiole; infection from over-wintered asci setting free their spores in the 
following summer is provided throughout the growing season in that country 

Black-leg disease, traceable to this organism, is worse when the climatic con¬ 
ditions during germination are cold and wet In relation to soil reaction it 
is recorded in Switzerland that the fungus attacks the young plants only when the 
soil is alkaline u ' ,, . In Sweden, environmental factors seemed to exert little in¬ 
fluence, the disease, due wholly or in part to Phonia, being equally severe both 
in acid and alkaline soils 

The seed-borne nature of Phonia disease indicates the importance of clean 
seed for planting. Hot-water treatment is not unattended with risk, for though 
the fungus can withstand as high a temperature as ho C., the seed suffers 
injury <7 - ,2 \ Various seed treatments with cupric and mercuric compounds are 
now recommended, disinfection being done preferably in small lots '- 4 - 32 Good 
results are reported with cresolsodium mercuric cyanide, applied at a strength of 
3 *i25 per cent., 1 quart being used for 12} lb. of seed ; the treatment is carried 
out in a mixing machine, for 3 minutes, and the seed thereafter spread out on the 
floor to partially dry before sowing 07 As the period of susceptibility to this 
organism is relatively brief in the seedling stage, a great measure of control can 
be exercised by attending to good cultural conditions so as to encourage vigorous 
germination. In good soil, with proper attention to drainage to ensure good 
aeration, germination is greatly stimulated and the seedlings pass quickly through 
the period the hypocotyl is susceptible to attack ,,2 ‘. 

Rhizoctonia solani 

The perfect stage of this fungus has not been found on the sugar beet. (The 
organism has already been described in connection with 'black scurf’ of potato 
(p. 528).) Though a soil-borne fungus, symptoms of black leg attributed to 
Rhizoctonia solani arc more like those caused bv Phonia than bv any species 
of Pythium. It differs, however, from both of these fungi in its capacity for 
attacking sugar beet over a much longer period of seedling growth, from the earliest 
stages of germination up to stages 4 to 5 weeks old <> 2 >. Like Phonia , its action 
within the host is somewhat delayed, and while it causes a high percentage of 
disease, in comparison with both Pythium and Phonia it is slower in producing 
% ,ls effects and lhere is usually a high percentage of partially affected plants which 
) make g° od recovery < 7 >. In America, where it is a very destructive crown rot of 
sugar beet, it is not uncommon to see entire fields of 50 to 100 acres practically 
ruined by this organism (, °- 12 • «>. 3 
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Penetration of the hypocotyl is followed by the appearance of dark-brown or 
chocolate-coloured lesions Growth is checked, and the tap root is often 
destroyed at the tip, but new roots w hich are developed above the decayed region 
frequently assist the plants to recover. Indications of attack by Rhizoctonia on 
older seedlings may sometimes be seen in an abnormal depth of green, or blue- 
green colour assumed by the foliage, and associated with this feature is a lemon- 
vellow discoloration of the stem ' 7 '. In hot weather the fungus attacks the base 
ot the leaves ; there is no definite spotting of the lamina as in Phoma attacks, 
but the prostrated leaves on the ground finally wilt and turn brown. When the 
fungus has entered the crown, this part also turns brow n and develops deep cracks 
on the surface, lined with mycelium emanating from the tissues of the crown. 

I.ike P. de baryanum , Rhizoctonia is injurious to sugar beet at comparatively 
high temperatures, and partial or complete recovery may take place during periods 
of cool, dry weather ' 7 - Clay soils and those deficient in organic matter favour 
the growth of this fungus 

Methods recommended for the control of black-leg disease due to this fungus 
are similar to those adopted for Pythiunt. Rhizoctonia so/ani , possessing very 
numerous strains, has a wide range of hosts and, in certain parts of the United 
States, clover, vetch, alfalfa, as well as potato arc attacked (the strain attacking 
potato in Britain does not infect the sugar beet in this country), but it is not known 
whether the strains attacking these various hosts are also parasitic to sugar beet. 
It is obviously safer to avoid these hosts in rotations with beet ; when corn is 
grown in these parts of America in the rotation, infection with this fungus is 
lessened 17 


Pyt hitan aphanidermatum 

In America, four fungi have been found to attack seedlings of sugar beet; 
they include the three above described, the fourth being a “ fungus originally 
reported to be Aphanomyccs levis but which has since been found to be new, 
and to w hich the name P. aphanidermatum has been given ” ,J \ 

In its association with this disease of sugar beet, this species produces symptoms 
very similar to those caused by /\ de baryanum , but it is a much more vigorous 
and destructive parasite than the latter, so much so that it is not usual for attacked 
seedlings even to break through the soil, and seedlings never recover from attack. 
It also causes disease in radish, cucumber, and melon 


In its method of asexual reproduction this organism differs strikingly from P- 
baryanum and resembles more that of Aphanomyccs (see below). The non-septate 
mycelium of branching hyphac, 2-8 to 7 3 /i wide, forms long tapering zoosporangia 
containing, not zoospores, but cells in which zoospores arc formed. These cells, after 
liberation, function each as separate zoosporangia, discharging their contents into a 
vesicle in which numerous zoospores arc finally developed. The released zoospores 
round up, increase in size, become walled, and germinate to produce mycelium. I” 1 ,c 
sexual phase, the oogonia are terminal on branches of the mycelium, spherical, 22 to 2, /* 
in diameter ; antheridia are paragynous. The oospores 17 to 19/1 in diameter, produce 
singly in the oogonia, are spherical with a smooth or undulated wall, 15 to 2 5/< , * uC j 
Germination of the oospores was obtained in water cultures containing young, stcri is 
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beet seedlings, and it is believed that they serve to tide the organism through periods of 
drought ,,,) . 

Methods of controlling this parasite in its association with sugar-beet disease 
are of the same order as prescribed for /*. de baryamim. 

Aphanomyces levis 

This fungus was first reported in 1906 in parasitic association with I*, dr 
baryanum and Phoma betae to cause considerable damping-off of sugar beet in 
Germany ,u ". Like Pythium , it is a soil-borne organism, and in its asexual re¬ 
production develops long narrow zoosporangia similar to those of P. aphanidrr- 
matum, and the zoospores are said to lose their cilia before liberation. Sexual 
reproduction occurs as in Pythium , smooth-walled oospores being produced. 
The life-history and structure of this fungus are similar to those of Aphanomyces 
euteichcs , described in this book in connection with a root rot of peas (p. 609). 
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Heart Rot of Sugar Beet (non-parasitic) 

I leart rot of sugar and other beets is a non-parasitic disease attributed to a 
lack of boron in the soil. Although the actual cause was not known, the trouble 
has long been prevalent in England on mangolds, and was very evident in this 
country in 1928 anti 1929 on sugar-beet crops grown on alkaline soils (ll) . It is 
still fairly common in some parts of Britain (,0> . In Belgium, where extensive 
crops of sugar beet are grown, the disease causes losses up to 30 per cent, of 
the crop, and is more troublesome on scanty-leaved varieties distantly planted 
than on varieties with a luxuriant foliage ,5 - b> . In Holland, a symptom described 
as vein rot ’ believed to be due to boron deficiency may develop into the more 
serious heart rot unless checked by appropriate soil treatments ,l4 '. The trouble 
is also well known in America u * 8 - '-*• 

Early symptoms of the malady always occur on the youngest leaves of the 
crown. 1 hese heart leaves, instead of growing compactly, spread outwards, and 
may show characteristic dark-brown scurfy patches chiefly on the inner, concave 
surfaces of the leaf stalks. This brown discoloration may extend to the midribs 
and spread into the lower lateral veins, while the stalks become brittle. I he 
heart leaves wilt and turn yellow and the veins change in colour from white to 
yellow, and the leaves finally blacken and perish. If unfavourable conditions 
persist, the older outspread leaves may also decay. In Holland, local swellings 
on the midribs and lateral veins with longitudinal fissures in them have been 
observed, and sometimes the trouble here seemed to be confined to a few leaves 
only, the remaining leaves being normal <■«». In western Oregon ,,J) plants grown 
for seed showed a dwarfing of the inflorescence axis, with much distortion of 
growth, due to the death of some of the lateral floral shoots, the surviving shoots 
developing into a witches’ broom type of growth ,li \ In severe affections, blacken¬ 
ing of the axis and death of the stem apices and flower buds may occur <2 ‘. The 
bulbs and roots may also show a diseased condition. The tissues of the crown 
become discoloured brown or even black, shrink, and die. The discoloration 
may spread from the crown into the root and, if the latter is cut across, a brown 
stain is found both in the vascular bundles and the medullary rays. Except in 
severe attacks, the browning of the tissues is not very pronounced and is usual!} 
confined to the outer layers of the root, but in bad cases may spread into the 
inner tissues as well The histological effects in young seedlings of garden 

beet in Wisconsin subjected to deficiency of boron were first seen in the phloem 
cells of the root and hypocotyl, this tissue being filled with a dense substance, 
and there was also some hypertrophy of the cambial cells. The suggestion «$ 
made that boron deficiency may so affect the metabolic processes as to interfere, 
with cell division and development, and thus hinder the important process o 
laying down adequate food reserves in the roots <s ’. Similarly, table beets n a ' 
been seen to react to boron deficiency by producing gummy deposits both in t e 
intercellular spaces of the pctiolar parenchyma and within the vessels of the petio 
and laminar veins ,9> . 

Numerous tests have shown that sugar beets remove considerable quanti 
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of boron from the soil ,6) . While the application of the mineral has proved of 
undoubted value in the healthy growth of sugar beet and other crops, it should 
not be applied indiscriminately and should only be given when it is known that 
the soil is in need of it. To this end an analysis of the soil, especially in relation 
to its lime content, is advisable. There is abundant evidence that the availability 
of boron is closely connected with an alkaline condition of the soil, and it appears 
to be highly necessary that the operation of liming should be carried out at some 
other time in the rotation than immediately prior to planting of sugar beets <, ° l . 
It is customary to apply the mineral in the form of borax, at the rate of 21 lb. 
per acre, or 10 to 20 kg. per hectare. The application may be made as a top 
dressing, though it may be found advisable to mix the compound with sand or 
dry soil, or the crop may be sprayed with a solution of 10 to 20 kg. per 1000 litres 
per hectare of the crop ,6 - 7 - 15 
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Speckled Yellows of Beet (non-parasitic) 

This disease of sugar beets and mangolds is due to manganese deficiency. 
‘ Speckled yellows ’ is fairly widespread in England, and has comparatively 
recently been reported on garden beet near Bristol and on sea-kale beet in Somer¬ 
set In Holland it is responsible for considerable losses, in some years as much 
as 6 or 8 per cent, of the yield. 

The young leaves of beets suffering from this disorder become chlorotic in 
the interveinal spaces; star-shaped yellow spots develop in these areas and are 
most visible in the outer leaves, where they may result in cavities in the leaf. 
The affected plants are markedly upright in habit and the edges of the leaves 
curl inwards, giving the leaf a triangular shape (,) . 

Speckled yellows is particularly troublesome on old alluvial soils, or heavily 
limed sandy soils, rich in organic matter. In some parts of England it is limited 
to a few districts on light sandy or gravelly soils or on light fen soils with a peaty 
subsoil (3 < s) . The trouble can be controlled by soil applications of manganese 
sulphate at the rate of 50 or 60 kg. per hectare. In England, increases in total 
sugar of 5 cwt. per acre, with an application of 50 lb., and of 8-i cut. with 150 lb. 
per acre, have been reported, the yield of tops being also increased. 
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Beet Mosaic 

This virus disease of sugar beet is found in all parts of Europe where the crop 
is grown, and is present also in several localities in the United States ,8> 0) . Spinach, 
seakale-, fodder-, spinach-, and red beets, as well as mangolds are all subject to 
this virus. The wild beet (Beta maritima) of the seashore, and the white goose- 
foot (Clunopodium album) are also susceptible '*• b - l6 ‘. 

\\ bile in many areas the losses in yield and sugar content of the root crop is 
not usually very heavy, appreciable reductions may be experienced in the same 
areas, in the second-year crop grown for seed ; observations in North Colorado 
showed a difference of nearly 35 per cent, in the yield of seed, between plots 
planted with diseased and healthy roots ,5> . 

The symptoms are highly variable during the growth of the plants. At least 
four types are distinguished : (a) a mottled appearance of the leaves, due to the 
presence of light-greenish or yellowish-green areas over the whole leaf; (b) yellow¬ 
ish areas confined to the regions near the veins, the interveinal areas being normal 
green ; (c) the interveinal areas light-green or yellowish whilst the regions near 
the veins are of a normal dark-green colour ; (d) the leaves of a yellowish 
colour, with dark-green areas of irregular size distributed over the surface. In 
addition to these very variable symptoms ,,b ‘ there may be a certain amount of 
puckering or crinkling of the leaves, and a characteristic feature is a bending back 
of the older leaves near the tips, which is frequently followed by a curling of 
the margins before the leaves die off at the tips. In severe infections growth is 
retarded, the leaves may be distorted and rolled inwards, and the plants present 
a stunted and deformed appearance. 

Synonyms for the virus (Beta virus 2 Smith) of beet mosaic arc: Beet yellow 
virus (Prill. & Delacr.) ; Beet mosaic virus (Lind); Sugar beet mosaic virus 
(Robbins 1921, Iloggan 1933); Sugar beet virus 2 (J. Johnson’s classification); 
and Spinach beet mosaic virus (Boning 1927). The virus may be transmitted 
by sap inoculation ; it is not soil- or seed-borne. The insect vectors responsible 
for its spread are Myzus per sic ae , Aphis rumicis , and Macrosip/tum gci. It does 
not persist for long in the vector, so that it becomes necessary to visit a fresh 
source of the virus. The * incubation period * is reported to be from 8 to 16 days, 
and the virus is harboured over the winter in weeds, and in beets stored for seed 
production ,bl . 

The histopathological effects of the virus in the leaves may be seen in a less 
marked distinction between palisade and spongy mcsophyll than is found in 
normal leaves, with a reduction in the size of the intercellular spaces. 

Sugar-beet mosaic may be kept under control if means arc taken to eradicate 
the sources of infection where the insect vectors flourish. All infected beets or 
mangolds should be removed and weeds kept under control. A root crop grown 
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near a seed crop usually suffers severely owing to aphis infestation of the latter. 
Loss of seed may be reduced by early planting. Liberal manuring and avoidance 
of phosphoric acid deficiency should ensure healthier crops 


Beet Yellows 


This virus disease of sugar beet, though the virus was not identified until 
1940, has probably been known in commercial crops in Britain over a long 
period <0 - ,0 - It is common throughout Europe and exists also in the I'nited 
States ,4 - ,7 - ,s \ Losses in the Belgian crops due to this * virus yellows * were 
estimated in 1939 to be 4b.422,700 fr.. an increase of over 16 million fr. over the 
losses experienced three years previously ; and if the losses due to the same disease 
on fodder beets are included, a total of bo million fr. is estimated as an average loss 
every year in this area There is a significant reduction in the average weight of 
the leaves and roots of affected plants, as well as in the sugar content of the roots 


Other plants susceptible to the virus of beet yellows are spinach, mangold, spinach 
beet, seakale beet, Chcnopodium album and pur pm cum 

The disease may appear in the field in patches of diverse size, in which practi¬ 
cally all the the plants may be infected, or affected plants may be found at random 
over the crop, or in groups of a few together. This irregular distribution of diseased 
plants in the open may probably be accounted for if these segregated groups of 
diseased beets arc actually the first infections in the crop. Such initial infections 
have probably followed upon the visitation of the winged forms of the insect 
vectors which migrated from one or more sources of infection in the vicinitv. 
With a comparatively few foci of infections thus established, infections thereafter 
may become more or less general throughout the crop. The chief source of infec¬ 
tion is the seed crop, in the second year of growth, and the large number of the 
winged migrants produced on it carry the virus to the root crops in the near 
vicinity. It is further known that the infecting principle of ‘ beet yellows ’ is 
harboured through the winter in weeds, and in the roots of seed bearers and wild 
beets ,,2 \ The spread of the virus in the root crops is probably by the walking 
forms of the aphides, though the winged forms found towards the end of the 
season may be responsible for conveying the virus again into the ‘ stcckling ’ seed 
beets, and so infection is ensured from year to year The \irus is not trans¬ 
mitted through the seed or by sap inoculation. It has been ascertained in 
Belgium (, s> that silos and feed-lots where beet remains may often be found in a 
sprouting condition, afford good feeding grounds for the vector Aphis rumids 
before migrating to the fields. The peach aphis Myzus persicae is also known to 
be a very efficient vector, and it docs not appear that an * incubation period 1 
is necessary, for half an hour on a healthy beet was found a sufficient sojourn 
for the production of infection, though the infcctivity of the vector was increased 
greatly by the length of feeding time on the infected source and on the plant 
infected. In Holland, Macrosiphum solanifolii is also said to be a vector of the 
virus of sugar beet yellows (,4) . 

Symptoms of the disease in the crop do not usually appear until about mid- 
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season. These become apparent on the older leaves, the young heart leaves being 
little affected. The symptoms are, however, highly variable, differences being 
apparent on leaves of different sizes, or in the severity of the symptoms, and 
varying according to the dates of infection. Early infections in June and July 
are usually characterised by severe stunting and necrosis, whilst August infections 
show these features to a lesser degree. As the plants grow to maturity towards 
September or soon after, there is barely any stunting or necrosis and the symptoms 
are merely localised. It is probable that the characteristic attacks of sugar-beet 
yellows occur in August and September, in well-grown crops. While later in¬ 
fections are not uncommon, they seem to have little effect upon the general growth 
of the plants, and a colourful feature presented by the foliage of these late-infected 
though still well-nourished and well-grown beets, simulating a ‘ false ripening ’, 
is in marked contrast to the appearance of the unaffected beets which remain 
green until harvest ( - 0> . 

The discolorations developing in affected leaves vary from pale-watery or 
greenish-yellow to a rich orange colour, or red in some varieties of sugar beet. 
These chlorotic areas of the leaves are also thickened and brittle, and crackle when 
broken. They also have a waxy or dry texture and the plants rustic as one walks 
through the crop. The discoloration in a leaf may start at any point, in early 
infection beginning at the tip, spreading along the intcrveinal areas, but sometimes 
covering the veins as well ; or, the mottling, starting at the margin, may be con¬ 
fined to a half of the leaf. Early leaf infections nearly always result in necrosis 
and frequently afford entrance to fungal organisms. Chlorosis all the way down 
the leaf is followed by necrosis, and in dull or cold weather the latter may so out¬ 
pace the former that the typical yellow areas are masked over, a condition not 
unlike the symptoms presented by sugar beet suffering from potash deficiency. 
With a spell of bad weather succeeding good growing conditions, or when plant 
growth is checked in some other way, spread of necrosis is so rapid that all the 
infected leaves die and the plants perish 

It appears that the leaves of sugar beet affected with 4 yellows ’ arc more 
prone to become rusted with l romyces betae than the healthy leaves. Affected 
leaves contain a higher percentage of the sugars hexosc, sucrose, and maltose, 
than the healthy leaves, and arc also said to transpire less freely, by virtue 
presumably of the stomata being less widely open than in normal leaves <l7 ’. 
Though the diseased leaves manufacture their starch less rapidly than healthy 
leaves, they come to contain a higher percentage of it, owing to its accumulation, 
and not to an enhanced photosynthetic activity (u ‘. Its retention in the leaves 
is a consequence of a disturbance in its translocation due apparently, at least in 
part, to a gummosis of the phloem <l2 - ,7 - ,8) . The symptoms of sugar beet yellows 
arc said to be favoured by strong light and dry conditions ,,2 ‘; they are less 
severe in low light intensities, and do not usually become apparent in the field in 
dull weather, and do not develop in the glasshouse during the winter months, 
though these conditions in no wise interfere with the growth of the plants 
Experiments in Holland showed that the symptoms were more pronounced at 
moderate (i7°C.) than at comparatively high (30° C.) temperatures; in a soi 
temperature of 25 0 C. the disease was less in evidence than at 12 1 C., due proba 5 > 
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to a stronger development of the foliage at the higher temperature. Differences 
in humidity relations do not appear to influence the course of the disease. Further¬ 
more, in a series of experiments in Belgium no correlation could be found between 
the physical properties of the soil and the incidence or severity of beet yellows ; 
an increase in the nitrogen supply appeared to mask the symptoms of the disease " } \ 
A system of manuring, with nitrogenous fertilisers, to balance the potash and 
phosphorus supplies, should be observed to increase vigour of growth. On a 
well-grown crop it appears that the aphides find greater difficulty in establishing 
themselves than on small immature plants Early sowing of non-bolting 

varieties of beet is preferable to late sowing, which with poor cultural conditions 
and proximity of the seed crops to the root crops, encourage aphis infestation. 
Every effort should be made to eradicate all sources where the insect vectors mav 
multiply ,7a - ,2 \ Groundkeeper beets and infected debris from mangold clamps 
are frequent sources of over-wintering infection and should be cleared away. As 
the infected seed crop is the most serious menace to the health of the root crop, 
stecklings for seed production should be obtained from an aphis-free area and 
planted as far as possible from root anil seed crops. 
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Chapter XIII 

DISEASES OF PII.SE CROPS 


Rust of Broad Bean, l nwiyiis (alnu (Pers.) de Bary 

I Hi' autoccinus rust occurs on peas, broad beans, and vetches. Whitish spots 
which soon turn brown appear lirst on the leaves and later on the stems. They 
bear the reproductive spores. I'he uredospores and teleutospores are developed 
somewhat late in the season; spermagonia and accidia are very infrequent but 
have been toiiml on the leaves of the broad bean The rust has the effect of 
causing partial defoliation but usually the injury is slight. 


I lie uredos*iri are developed on both sides of the leaf as well as on the stem and 
petioles. I hex are arranged in small circles, ami present a powdery, light-brown appear¬ 
ance < big. 2 84). I he uredospores are round t«» ovate, spiny, with \ or 4 germ-pores, and 
measure from 20 to ;o by iS to 2h/i (Pig. 285 c). The teleutosori also occur on the 
leaves but mostly on the stem and are nt a dark-brown, almost black colour. The teleuto- 
spore' are sub-globose, ovate, or elliptical, with the apex rounded or flattened and the 
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wall greatly thickened at this point. They 
are smooth, brown, and measure from 25 
to 38 by 18 to 27 /t. The stalk is per¬ 
sistent on the fallen spore and is pale- 
yellowish brown, thick, and up to <>o /* 
long (Fig. 285 n). 

The aecidia and spermagonia (Fig. 
285 A, B, F) develop on all green parts of 
the plant, chiefly on the undersurface of 
the leaves. They appear in yellow spots, 
singly or in round or elongated clusters. 
The peridium is short, whitish, cup¬ 
shaped, and is furnished with an indented 
reflexed margin. The aecidospores are- 
round to angular, or elliptical, yellow. 



with fine warts, and measure from 14 to 
22 n in diameter. 


to. 2X5.- I rumyra fahue. .1, spermauonium 
( • 50). H, part of an accidium ( » 215). C\ 
part of uredosorus ( • 2 15). 1), u-lcuiospores 
The optimum temperature for (-215). E, germination of a ukutosporo, 
germination of the uredosporcs ranges " nd F% "/ ! por,d,a V' 2O0) ( *'• af,cr de 

f . , 0 . ' . * Barry; k, after Plownyht) 

between 16 and 22-5 C. and the 

highest production of these spores on the broad bean occurred at 14 to 24 C. ,i \ 
In localities where the aecidia are not common or absent the uredosporcs are 
believed to survive the winter on the shaws, to bring about fresh infections in 


the next season. The dead shaws should, therefore, be collected and burned. 


Peas are also attacked by another species of Uromyces, l '. pisi, which is a 
hetcroecious fungus, its accidial stage being found on the spurge Euphorbia 
cyparissias , but this rust is rare in Britain. 


1. Grove, W. B. : 1913. Runs, 97. 

2. Hiratsuka, N. : 1934- Hot. Mot;. Tokyo, xlviii, 309. 

3. Steven, W. F.: I 93 h - 7 • Hot. Ixxiv, 79. 


Chocolate Spot Disease of Broad Bean, Botrytis cintrea Fr.; B.fabac Sard. 

Brown spots on the leaves of the broad bean are of common occurrence and 
may be caused by various organisms. The ' chocolate spot ’ disease is attributed 
to two species of Botrytis, B. citterca and B.fabac < w >. The latter appears 

to be the more virulent, but has only recently been reported in Britain though 
it is fairly widely distributed elsewhere. The disease appears to have been first 
discovered in England, in 1849, by Berkeley but he did not associate it with 
any particular organism. In 1920, 1926, and 1935 widespread epidemics of this 
disease occurred in Britain, that of 1920 being responsible for losses of from 40 to 
50 per cent, of the bean crop in southern England, and losses as high as 75 per 
cent, were experienced in particular areas <■ - >. The disease has also been recorded 
in Australia <«. Spain <’>, Portugal ‘>n j apan o., Cvprus <**, Argentina and 
parts of lower Egypt <2a) . 
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Chocolate spot is far more common on winter-sown than on spring-sown 
beans, and first signs of the disease may be seen as early as December but usually 
from March onwards, in the form of small brown spots of variable pattern, on one 
or both sides of the leaf, but chiefly on the upper side. The spots may either be 
superficial or may extend through the leaf from one epidermis to the other. Brown 
lesions occur, too, on the leaf petioles and on the stems, in the form of streaks of 
variable length having a reddish margin if caused by B.fabae , and brown spots on 
the pods may work their way through the wall of the pod to the testa and seed. The 
trouble is checked in dry weather, the lesions remaining as mere spots or streaks, 
but if there is prolonged rainfall during spring the disease takes on a more severe 
aggressive turn, and spots on the leaves may coalesce so as to present the appear¬ 
ance of a blight which may be followed by partial defoliation, and in severe infection 
whole plants, blossom included, turn black and die (Fig. 286). 

The disease has been variously attributed by different authors to bacteria < 7 - 8 ', 
virus *', frost injury, aphis infestation nutritional deficiency, and to various 
fungal organisms "• Whilst it is comparatively easy to isolate bacteria 
from the chocolate-coloured lesions, it has been definitely established that they 
follow in the wake of the two species of Botrytis which cause this disease, and 
while some authors ascribe the trouble to one or the other species, it is probable 
that there exist many forms of both species capable of producing chocolate- 
coloured spots on leaves of the broad bean. Leaf spots induced by aphis 
punctures are more of a reddish tinge than chocolate colour, and confined usually 
to the upper side of the leaf, and thev arc blotchy and more diffuse than 

the true chocolate spots due to Botrytis. 
Brown spots may also be caused on the 
leaves of broad bean by the fungi Ccrcospora 
/abac and Ascochyta falmc 02 \ but these 
attack the plant in the spring and early 
summer, and they confine their attacks 
mostly to the lower leaves near the ground. 
Spots caused by Ccrcospora are large, dark 
brown, and zonate, and the conidia which 
develop on them form a velvety layer, while 
in the other case of attack by Ascochyta , 
the black pycnidia which develop at the 
centre of the spots are sufficiently distinct¬ 
ive of that organism. 

There are good reasons for accepting Bo¬ 
trytis cinerea as the conidial stage of a ' perfect 
stage in the genus Sderotinia in the apothe- 
cial group, the Discomvcetes, and the rela¬ 
tions between the two forms, viz. the Botrytis 
I-'io. 286.—Chocolate spot of broad bean stage, and the Sc/crotinia, apothecial stage, have 

( Botrytis cinerea). Showing the * non- a | rca d v been discussed in Chapter I (p. 37 * 

40. 5*. 77 0). ’The apotbeda 

.bm. Hint.) are, however, rarely formed, but sclerotia are 
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plentiful and they produce the Botrytis -form on germination. The fungus is easily grown 
in artificial culture, and good growth may be obtained on steamed bean leaves, the fungus 
producing abundant spores"". On malt-agar, the Botrytis-' form * isolated in Cyprus''", 
produced a sparse growth of aerial mycelium and conidiophores, but black sclerotia were 
plentiful; the oval conidia are described as developing on minute sterigmata at the swollen 
apices of branched conidiophores, and forming clusters, either in a terminal or intercalary 
position ; the conidial dimensions of the Cyprus fungus are 13 to 20 by 9 to iS /x and those 
of the sclerotia in culture, 0 5 to 3 0 by 0 3 to 2 0 by o-8 mm. In view of the similarity of 
the climate it is believed that the ‘ form * isolated in Cyprus is very similar or identical 
with a* form ’ found in Spain named B./abac, the dimensions for the conidia of the 
Spanish ‘ form ’being 15-21024-3 by 109 to 180/t, and for sclerotia i-o to 3-6 by 0-9 to 22 
by 0-4 to 2 0 mm. B. cincrca is probably the most ubiquitous of all fungi, possessing 
numerous strains ; some virulent, others, more or less weak parasites, and practicallv all 
strains are capable of thriving as saprophytes on plant debris such as decayed leaves and 
rotted fruit. The organism in mycelial form appears to be capable of hibernating within 
the fallen bean leaflets on the ground, but as the fungus is so common, other sources for 
the supply of conidia arc probably extensive, but it is not known whether all strains of the 
organism can attack the bean plant. Conidia of Botrytis are said to be present on leaves 
of broad bean at all times, even of healthy plants in weather unsuited for infection, and 
are evidently capable of existence in the face of adverse conditions over long periods. 

In artificial infection, when conidia are deposited in drops of water on a leaf 
of broad bean, small spots of an iron-grey colour begin to appear in about 48 hours, 
and in wet weather entire leaflets may be destroyed in 3 or 4 days if the spots art- 
close together. Older or moribund leaves respond to infection quicker than young 
leaves but, all the same, the strain or strains of Botrytis concerned are virulent 
parasites of the bean plant m ’. A distinction is made between two types of the 
disease, namely, a ‘ non-aggressive ’ mild form characterised by the death of 
localised areas of tissues, and an 4 aggressive * form causing blackening and death 
of a part or the whole of the shoot system, the more severe form following upon 
heavier infection under conditions favourable to the growth of the fungus (Fig. 
286). Early infections of the mild form soon change colour from iron-grev to 
brown except for a small area at the centre of the spot which remains black. The 
conidia germinating on the leaf produce appressoria on the germ-tubes before 
penetration of the cuticle is effected, but unless infection is heavy the invading 
fungus usually enters no further than the epidermis below the point of penetration. 
In the severe, aggressive type of infection, however, following upon a heavy 
deposit of conidia on the leaves, the invading hyphae pass into the intercellular 
spaces of the mesophyll tissue and may extend from one surface of the leaf to 
the other, causing the cell walls to swell before a collapse of the cells takes place, 
and meanwhile the dead tissue has gradually turned brown, and the development 
of the characteristic chocolate colour in the spots is believed to be due to the con¬ 
version by the fungus of the colourless substance tyrosin present in the cells of 
the leaf into the brown melanin (,l> . 

The incidence of chocolate-spot disease is greatly influenced by temperature 
and while the minimum degree for infection lies around I s C„ and the maximum 
close to 30" C., the optimum is about 2 0 ‘ C. Thus heavy infection may be 
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obtained in 8 to 12 hours at 20 C., while at 5 C. the same amount of infection is 
only obtained after 3 or 4 days. As in many other diseases, relative humidity of 
the atmosphere and temperature are closely interdependent, and while in a dry 
season the absence of the disease may be attributed to lack of moisture, the amount 
of disease even in a wet year is comparatively small if temperatures remain high. 
A spell of dry weather offers a decided check to infection ; thus in 1941, in the 
south of England where extensive damage was again witnessed on field beans, 
in some areas the crop recovered so well following sunny weather that one-half 
to two-thirds of the estimated yield was realised <■*>. At the start infections 
with Botry/is demand a high degree of humidity in the form of a surface film of 
water, and lor the sustained aggressive type of infection the atmosphere must 
remain practically at saturation point before the tissues are killed. A heavy 
water-logged acid soil is also conducive to the disease. In soils deficient in potash, 
attacks may be controlled by the application of kainit, or muriate of potash, the 
former at the rate of 6 cwt. per acre, the latter at 1J cwt. per acre. Spraying with 
Bordeaux mixture (10 : 10 : 100) gave good results on a small scale. Seed dressing 
is recommended, and infected debris, an important source of infection, should be 
burnt. Spring-sown beans are less susceptible than winter-sown beans to infection, 
but it appears that they arc more liable to aphis infestation <">. 

1. Berkeley, M. J. : 1849. Grdnrs' Chrort. 345. 
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Halo Blight of Dwarf and Runner Beans, Pseudomonas phaseolicola (Burkh.) 

Dowson 

Several bacterial blights of dwarf and runner beans (Phascolus vulgaris) have 
long been known in the United States and attributed by various authors to a 
number of closely related but distinct organisms <4 - "• ,2 - 28) . In 1924, however, 
some crops of bean plants showed, in addition to the usual dwarfing and wilting 
of a part or the whole of a plant affected with bacterial blight, certain features 
on the leaves which had hitherto not been detected. These new symptoms of 
disease consisted of one or more spots of variable size but surrounded by a peculiar 
light-coloured area forming a characteristic ‘ halo ’ <4 • 5) . There is abundant 
evidence that the organism isolated from the halo spots and named Pseudomonas 
phaseolicola is distinct from the other bacteria known to attack beans, and so the 
new disease became known as ‘ halo blight * (4 * 5 - ,s - 2i> . 


CH. XIII 


PULSE CROPS 


597 


In 1928 this disease was again very destructive in America, causing great 
losses in Montana, Wyoming, and Colorado ‘ ,0 '. It is also present in Europe, 
especially in northern Holland ,26 ' and Germany <2 - where it is known in both 
countries as ‘ streak ’ or * grease-spot ’ of beans " 4 - ,6 - 2SI ; its occurrence is also 
reported from France, Spain, and Switzerland. In Britain, bacterial disease of 
dwarf bean was not known before 1930, when an outbreak reported on the varieties 
Canadian Wonder, Early Prolific, and Masterpiece turned out to be halo blight, 
and since that date the trouble has been somewhat on the increase on dwarf beans, 
but not to the same extent on runner beans 1,7 In Australia, during the season 
I 93 0_ 3 I » halo blight caused grave concern to seed growers in Victoria and it 
has been reported also from other parts of Australia and from New Zealand ,2 °- 21 
The disease is characterised by a wilting of a part or sometimes of the whole 
plant, the leaves collapse, turn brown, and cling to the plant, or, if the leaflets 
have fallen, the leaf petioles usually remain erect, and in severe attacks the pods 
wither and fail to produce seeds ' 4 '. The chief damage done by the disease in 
England, except in wet seasons, is in checking the plants and reducing the yield " v \ 
The symptoms are somewhat variable at one season or another, especially in the 
type of lesions on the leaves. Three kinds of leaf spotting are distinguished : 
two of these are believed to arise from outside or local, stomatal infections, and 
the third is due to systemic infection. The 


halo spot is a local infection showing up as a 
brownish area of dry texture, with a chlorotic 
border, the halo around the dead necrotic part; 
the extent of the halo may vary from a half to 
one inch in width. The halo, however, is not 
a constant symptom,although it gives the disease 
its name, for it appears only during the early, 
cooler parts of the season ; when the tempera¬ 
ture rises, as during July and August, the halo 
is not evident and another type of lesion appears. 
These later-formed spots, also arising from local 
stomatal infections, arc smaller and more 
numerous than the halo spots ; they are angular 
in outline, and instead of each spot being fur¬ 
nished with its own halo, the whole lamina 
presents a more or less pallid appearance. 
Sometimes spots appear on the leaves which 
are neither angular nor haloed and may, instead, 
be of indefinite shape but furnished with a 
narrow yellowish border. These differences in 
the nature of the spots are believed to arise 
from different ways of infection, the yellow- 
bordered type arising from systemic infection, 
and the halo and angular types as already stated, 
from stomatal infection, from without ,s> . The 
spot-form with yellow margin is, no doubt, the 



I-10. 287.—Halo blight of French bean 
(Pseudomonas phaseolicola). On the 
French bean ( Phaseolus vulgaris). A , 
the compound leaf showing typical 
haloed spots. B-D, leaflets showing- 
clear haloes. (A, B. photos by 
Ogilvic, by permission of Long 
Ashton Res. Station. C, D, bv 
Foistcr & Noble) 
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type described by European writers as suggestive of a mosaic pattern on the 
leaves ( - 5 ’. 

While the more evident symptoms of the disease are those on the leaves (Fig. 
2S7), characteristic lesions may also he seen on the stems, pulvini, leaf petioles, 
pods, seeds, and on seedlings. On the stem the lesions take the form of elongated 
streaks furnished with a narrow reddish border «'*>. Similar lesions may also 
appear on the stems ot the seedlings, first as water-soaked areas which later turn 
dark green, and finally, as the spots dry out, developing a reddish margin like the 
lesions on the mature stem. These lesions on the stems of seedlings are usually 
of local, external origin (but may also be systemic, as described below) arising from 
stomatal infections. Since the stems of young seedlings are furnished with stomata, 
these early infections from without arc believed to be brought about from the 
dissemination of the bacteria in the surface water of irrigation <24) . But when the 
infection of seedlings is systemic, the bacteria within the tissues of the stem, 
accompanied by copious slime formation, may break out to form long streaky 
lesions or deep fissures through which the bacteria exude in white milky masses 
to collect on the surface of the stem. On the pods the spots are more or less 
circular, but may often run together to form groups of irregular shape; like 
those on the leaves they appear water-soaked at first, but turn a reddish brown 
as they dry out. I he bacterial ooze which exudes from the pod lesions often 
dries into a thin silvery crust in dry weather but is easily washed off, and no 
doubt, during rainy periods, the bacteria from the pods, or from any other infected 
parts of the plant, are splashed on to neighbouring plants to set up secondary 
infections. Pod lesions may also exist as more or less continuous streaks lying 
within one or both sutures or grooves of the pod. While sutural infections are, 
in general, of systemic origin, it is conceivable that secondary infection of the sutures 
may take place when moisture, trickling down the leaf petiole, carries with it 
bacteria from the lesions on the leaves, and thence along the sutures of the pod 
where infection may again take place through the stomata present in the pericarp 
of the young pod. The most important infection is, of course, that of the seed. 

If the seeds get badly infected they remain small and wrinkled ; on white varieties 
of seed, infection may cause the seeds to turn completely yellow, but slight affections 
consist merely of maize-yellow to cream-coloured spots on the testa ; on coloured 
varieties of beans, however, it is not easy to detect slight seed infections, and when 
such seeds, unsuspected of carrying the disease, are collected as healthy, they are 
the principal means of spreading the disease. 

Infection of the seeds may be brought about in two ways. Firstly, from an 
external source, the bacteria may pass from the lesions already present on the 
surface of the pod, through the pericarp into the seeds in contact with it ; and 
secondly, as already stated, seed infection may be systemic. By either way of 
infection the bacteria collect mostly under the seed coat, forming raised blisters, 
around and sometimes also between the cotyledons, the tissues of which are finally 
entered by the bacteria. If there is an external lesion in the ventral suture of 
the pod, the bacteria may find their way into the seed by penetrating the seed 
stalk, or the organisms may actually pass into the seed through the micropylc. 
While some authors 28 * state that the organisms are not found within the 
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cotyledons before the seeds start to germinate, others have seen them in the 
resting seed to a depth of four to five cells in the tissues of the cotyledons 121 
Thus, the germs are carried in the seed, in the tissues of the testa, on and between 
the cotyledons, and in the tissues of the latter organs as well. 

There is no definite evidence that the organism causing halo blight of beans 
is capable of persisting for any length of time on plant remains or in the soil ,5 - ,s \ 
and it is fairly well established that the disease is carried by the seed '*• ,2 - ,H \ 

While it is true that infected seeds produce infected plants, the disease may be 
contracted every year from the debris of a previous crop of diseased beans ploughed 
into the soil, but only when such material is unusually heavily infected and the 
ground is planted with beans again almost immediately *'• 2,,: ". 

With the planting of germ-laden seeds, systemic infection begins. Onlv 
seeds which are slightly infected will germinate, and the first signs of disease are 
usually manifest when the seedlings are about 9 to 12 inches high ,2H \ In the field, 
the first signs of trouble are seen by the presence of bare patches, and in these 
areas it is found that some seedlings were killed before emergence, and others, 
soon after putting forth their cotyledons. On the flat surfaces of the latter may 
frequently be seen lesions identical in shape and position, indicating that the lesions 
originated from the presence of bacteria between the apposed cotyledons whilst 
in the seed. When one or both cotyledons are only slightly affected, the bacteria 
may not travel through the tissues of the cotyledons quickly enough to enter the 
stem before the cotyledons are ordinarily thrown off by the absciss layer ; in these 
cases the seedlings have every chance of growing into healthy plants, if they escape 
secondary infections. Rut when cotyledonary infection travels as far as the 
junction of the cotyledons with the hypocotyl, invasion of the stem tissues of 
the seedling is inevitable ‘ 28 \ 

Within the tissues of the cotyledons the organisms multiply enormously during 
germination, increasing their accommodation within these organs and, later on, 
in the plant, by dissolving the middle lamellae, so that large pockets of bacteria 
are produced ; numerous cells of the cotyledons also become filled w ith bacteria 128 ». 
In the young shoot the bacteria travel for the most part upward, and do not appear 
to enter any of the tissues of the plant situated below the cotyledonary node. The 
stem of the young seedling is invaded either by way of the vascular strands or by 
means of the intercellular spaces between the parenchyma. It is evident that 
the bacteria arc often present to a great extent in the vascular tissues, but it is not 
clear how the organisms arc enabled to enter lignified vessels, or how they migrate 
from one lignified tract into another. In close vicinity to the vascular bundles, 
however, the germs are seen to occupy large lysigenous cavities, and the probability 
is that, at first, the) collect in the intercellular spaces of the parenchyma, and that 
the first elements of the xylem to be occupied arc those of the protoxylem close to 
the germ-filled pockets. This occurs either by a solvent action exercised by the 
bacteria on the thin walls of the protoxylem cells, or these cells may become 
occupied by the bacteria when the thin walls become torn, as so often happens, 
when the protoxylem elements elongate rapidly in the early stages of growth! 
Once within the stem there is no doubt that the organisms are capable of causing 
great destruction of various tissues, for large groups of cells may be replaced 
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by bacterial pockets and slime which, through absorption of water, may bring 
about the displacement and rupture of the xylem tissues and so allow the bacteria 
to enter the hgmficd tracts. The first indication of the arrival of the bacteria 
in the leaves, from the stem, is revealed by the appearance in the younger leaves 
ot a slight transparency over the smaller veins which later show a reddish dis¬ 
coloration and microscopic examination of the leaf shows the bacteria to be present 
both in the lignified trache.ds as well as between the cells of the parenchyma 
adjacent to them It is possible, therefore, that from the rapid multiplication 
of, and pressure set up by the bacterial masses within the stem, the organisms, 
sooner or later, may be extruded through the stomata, or, if infection is very severe, 
the pressure of the exudate within may be so great as to split the epidermis of the 
young stem on the surface of which the bacterial exudate collects in the form of 
milky, mucilaginous streaks. In the young bean seedling, even at an early stage 
of germination, the bacteria may be found within the xylem tracts and in lysigenous 
cavities m the neighbourhood of the bundles. Cell destruction and occupation 
ot the water channels may be so extensive during germination that the transpira- 
tioii stream is seriously interfered with, and the young seedling wilts or dies. 
Whether the wilting is due to actual plugging of the vascular elements with 
bacteria or to the infiltration in advance of a toxic substance secreted by them' 28 ', 
is not known. 


In the same way as it has been mentioned above that the bacteria can break 
<)ut to the surface of leaf or stem bv passing through the intercellular spaces or 
disintegrated tissue, so also may they find exit from the interior of the pod to the 
surface by way of stomata in the wall of the pod. Here, too, the germs fill the 
substomata! cavities, occupying the tissues of the pericarp and intercellular spaces, 
and finally causing a disintegration of the pod tissues. All stages of pod infection 
may be met with ; even when only a slight amount of infection mav be in evidence 
on the outside the lining of the pod may be covered with masses of bacteria 
embedded in slime, and surrounding in many cases every individual seed ,26 \ 
Seed gaps in the pod indicate early ovular infection and destruction of ovules. 

I he planting of seed which has become infected by micropylar penetration 
alone appears to present similar features to the systemic type of infection and is 
believed to be as widespread as penetration by way of the testa. Hut micropylar 
infection initiates a different method of attack from the systemic way and really 
falls within the category of secondary or external infections. When the micropvlc- 
infectcd seed begins to grow, it is clear that the young emergent hypocotyl, as it 
pushes its way out through the diseased region of the seed coat, has every oppor¬ 
tunity of picking up bacteria from the micropylc as well as from the germ-laden- 
testa. I he tissues of the newly emerging hypocotyl arc, however, not easily 
entered by the bacteria, because the young epidermal cells of this region are close 
together, and not until this organ has begun to elongate and to develop stomata 
in its epidermis are the organisms enabled to enter it ; as the stomata open, the 
adherent bacteria enter the hypocotyl and so initiate infection in this region of the 
seedling. 

Secondary or local infections arc usually stomatal, and it docs not appear that 
wounds are necessary prior to an attack. Dew, splashing rain, contact of healthy 
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witfl infected individuals, and possibly insect agency, are responsible for the 
spread of infection from primary lesions in the field. In local infections, when 
the bacteria collect over the stomata, the organisms, having penetrated into the 
substomata 1 cavities and intercellular spaces of the leaf, seek out the small veinlcts 
in various parts of the leaf, and here, too, as in the case of early systemic invasion 
of the hypocotvl, entry of the bacteria into the vascular system of the leaf is believed 
to take place first into the thin-walled tracheidal elements of the veinlcts and 
thence into the xylem of the larger veins and midrib, finally travelling down 
the petiole and pulvinus into the stem of the plant. In secondary infections of 
the stem, thus begun from the leaf or from direct entrance of the germs from the 
exterior by way of the cauline stomata (as above described when the hypocotvl 
gets infected during germination), it appears that invasion of the stem tissues is 
largely confined to the cortical parenchyma ; only in cases of very severe infection, 
resulting in much displacement and rupture of tissues, are the bacteria enabled 
to find their way into lignified vessels of the secondary xylem '* 8 '. 

The bacterium causing halo blight has been named Pseudomonas nudica^inis var. 
phaseolicola , but recently the name has been abbreviated to Ps. pliascolicola which has 
the advantage of being shorter and distinctive ; it is a fairly large, rod-shaped organism, 
occurring singly, in pairs, or in chains ; long filaments are frequently formed ; non- 
sporing ; motile by a single polar flagellum or i to 3 flagella" 4 '; dimensions, according 
to various authors, are 135 to 3 6 by 0*9 to 1-2/1"', 15 to 3 75 by 0 75 to 1-5/1''", 15 to 
3 0 by 0-5 to 125 ft ; gram-negative ; not acid-fast ; facultative anaerobic. In culture, 
on nutrient agar, the slow-growing white to creamy colonies are concentrically ringed, 
with undulate edges, but the colonies may be rough or smooth and the organism seems to 
he unstable so far as this character is concerned "»•; on gelatine media the colonies are 
slow-growing, circular, raised and wrinkled. It produces an abundant green fluorescent 
pigment in t'sehinsky’s solution The temperature relations for growth are, opt. 25 0 
to 30° C. ; max. 36° to 37 C. ; min. about o C. The thermal death point is between 
49 ° an <l 5 ° C. Bacterium puerariac (Hedges) is the same organism 

On plants inoculated at 24 and 28 C. the first symptoms of disease appeared 
in about 6 to 10 days, but the effect of temperature on the incubation period was, 
on the whole, very slight. It is interesting to note that the characteristic halo 
surrounding the infected spots occurred only at the lower temperatures, 12 0 , 
16^, and 20 C., and at these comparatively low temperatures the number of 
lesions per leaf was small in comparison with the greater number of spots without 
halo formed at higher temperatures <v \ While it appears that halo blight can 
occur over a wide range of temperatures, the actual number of lesions per unit 
area may be far greater at higher temperatures ; from these numerous lesions 
secondary infections arc set up, and when the temperature drops an epidemic 
of the blight may follow. High humidities are stated by some to be a necessary 
preliminary to an outbreak of halo blight '*>, but others observed that low 
humidities had no apparent effect on the development of the characteristic halo 
symptom, and even at high temperatures, when the foliage wilted during periods 
of low humidities, the severity of infection was as great as with high humidities <’>. 
The general view would appear to be, however, that provided there is a 24-hour 
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period of relatively high humidity at the time of infection, it is immaterial 
what the amount of moisture may he in later periods for the progress of the 
disease. 

In Britain " 7 - '*» the most popular varieties of dwarf bean are more or less 

susceptible to halo blight, and the trouble is fairly common on Canadian Wonder, 
Masterpiece, and Early Prolific; Abundant, Unrivalled, Incomparable, Magpie, 
Superlative, Xe Plus l Itra, and Black Wonder are somewhat resistant. In later 
trials at Long Ashton, Peerless also proved to be resistant, and The Prince, a 
valuable variety on account of its earliness, is also resistant (,0 >. Since the bacteria 
are in intimate contact with the seed, it is pointed out that there is a very small 
margin of safety for the control of the disease by seed treatment with chemicals, 
and in Australia such methods have failed < 2 '>. A selection of the susceptible 
Canadian Wonder, named Burnley Selection, and a variety called Pale Dun were 
very resistant in Victoria, and Felt ham’s Prolific also maintained its resistance 
except under greenhouse inoculations. Several investigators advise the practice 
of roguing, il carried out soon after the appearance of the halo stage <'• ’*• 22 >. 
In Australia and New Zealand it seems that seed treatment with fungicides has 
not proved a success " Other investigators in Europe, however, recommend 
steeping the seed for 15 to 30 minutes in water heated to 52 0 or 55 0 C. following 
a preliminary soaking for 12 hours in tap water ■•'* •«». Immersion of the seed 
in a o 25 solution of uspulun. or in 0 05 to 01 per cent, germisan, for fairly long 
periods of 12 to 16 hours, has also given good results ,J ‘. 
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Anthracnose of French Bean, Colletotrichum liudemuthianum 
(Sacc. & Magn.) Bri. & Cav. 

'Phis disease is known wherever French beans arc cultivated. It was first 
discovered in Germany, in 1875, and appeared in England live years later <4 ’. 
It is not very common in Britain ,2 ‘- --'hut may be severe in cool, wet summers," 53 ’ 
and is fairly widespread throughout Europe, America, Australia, New Zealand, 
Africa, and India “• -• *• 6 - ,0 - "• ">• • u> ’. Anthracnose occurs most 

commonly on the French bean (P/mseo/iis ru/gan's) but has also been found on 
the scarlet runner (P. multijlurus), and to a lesser extent on other pulse crops 
such as Rangoon bean (P. /una/us), cowpca, val (Do/irhos), etc., in India M ”, and 
on the broad bean (I icia faba) in China But whether the disease on these 
hosts (and on a wide range of exotic plants on which symptoms have been de¬ 
scribed suggesting close affinity with anthracnose of the French bean) is due to 
the same fungus or to different races of it, or to distinct but related species, is not 
yet clearly established 

'1'he term ‘ anthracnose ’ is descriptive of the appearance of the symptoms in 
the form of * burnt black ’ lesions which may appear on all parts of the plant 
except the roots. This disease may attack the cotyledons and leaves of seedlings, 
the stem, the bracts of the inflorescence, stalks and 
sepals of the flowers, but produces its most striking 
effects on the pods (Fig. 288); the foliage leaves 
are not usually badly affected. The characteristic- 
symptoms consist of black, rather sunken spots, 
surrounded by reddish or yellow, slightly raised 
margins. The spots begin as small, round, brow n¬ 
ish or purplish specks which become darker in 
colour as they enlarge to about a J inch in dia¬ 
meter. As the infected tissues become dry and 
collapse, a depression develops at the centre of the 
lesion which under moist conditions becomes pink 
and oily in appearance due to the liberation of a 
great quantity of spores. Spots may unite together, 
especially on the stem w here they may form lesions 
several inches long, and owing to cracking and 
rotting of the tissues young stems may collapse to 
the ground. The spots are very conspicuous on 
the pods and arc of somewhat similar appearance 
to those on the stems. When the pods are opened 
the lesions on them arc often found to have pene¬ 
trated right through to the seed coat into the seed. 

On the foliage leaves the lesions are mostly on the 
veins and on the lower side of the leaf stalk on 
w hich they are similar to those on the stem ; some¬ 
times the petiole may be so badly affected that it 



1 - ic:. 28K.—Anthracnose of French 
bean (Colletotrichuni lindemu- 
thianum). The lesions on the 
pods. Note the minute black 
spots, the acervuli, within the 
lesions (photo by Roister 
& Noble) 
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fails to support the leaf, and at times the lamina may show on the upper side a 

T", 7 ° f ang " T; ® °, n ?f 1 j d areas ' vhich ma >- sometimes become torn, but a 
whole lamina is seldom killed 


first d ' c ri^n ,S-8 T “ Ca, ‘ SCd bV ,he fl,n « us Collrlolrichum lindemuthianum, 

hrst described ,n i8,S under the name daemporium Imd'muthiamm, but because of the 

vhThT nS,ltS ° r ,n ,he fructifications, was transferred to the former genus in 

are often emrr n * mm ^° f ,he Fu "«P '»-perfeci. Rut the setae, never numerous, 
r ,, , al ? scnt ' and ,hc organism has been variously referred to the genus 

resnccHveh-""Th 'T"'""; aCC ° rdi "* ‘ hc P~e or absence of the bristles, 
respectively he evidence with regard to the existence of a perfect ascigerous stage for 

n se o7he m h Rt ' nUS is intom P lclc and, so far. this species causing anthrac- 

, f ' not . Produced a perfect stage. Numerous physiologic races of the 

mm ‘ 1 . ,Nr ” \. a,ul CCrtain stra,ns ,,avc produced sclerotia in culture 

ll ,^1 I T V- aCCrVU,i art devdo P«* <»” stromatic layers between cuticle 

2„ J : ' K ' 2 , 8,,) ,' I' r ° m ,hc surfiKe cclls ” f 3 stroma, short, densely crowded 

7 P 2 CS T' SC ", , h a, ' Slr,C, ,hc c,,,,illia -"b-'y, and the surface of the spot where 
he cuticle has been broken through soon becomes covered with pink masses of spores 
held together by mucilage. I he conidiophores are cylindrical, hyaline, unbranched, non- 

n k n ,T mea5UrC . fr r, 45 10 55 /* in len «">- •'•he conidia are hyaline singly, hut pale 
pink the mass, unicellular, and vary in shape from cylindrical to elongate-oval, some- 

, times slightly curved, with rounded ends ; they measure from 

15 to 19 by 3-5 to 5'5/i. Most commonly, as above stated, 
the circumference of the stroma may be provided with stifT 
bristles or setae, dark brown in colour, unbranched and septate, 
arising singly from the marginal cells of the stroma ; they 
may also be found here and there among the conidiophores ; 
the setae range from 30 to 90/x in length, and mav varv from a 
few to as many as 20 within an acervulus. The acervuli arc 
formed first near the centre of a lesion, and may be followed by 
more as the spot becomes extended, so that in a single lesion as 
many as fifty or more acervuli may be present. 

I he fungus may be cultivated on bean agar, or on sterilised 
bean pods, at temperatures from 20 to 25° C., but on other 
media it appears to lose its powers of sporing unless a very 
small fragment of fresh bean leaf or pod is added, after which 
growth or the germination of the spores is stimulated to a 
remarkable degree, though loss of virulence and pathogenicity 
appear to vary considerably with different strains of the 
fungus In culture, the mycelium is white at first but darkens 
in a few days; sporulation generally is very sparse on agar 
media without the addition, as above stated, of a suitable 
growth substance. The fungus is capable of tolerating as low 
temperatures as -15° to - 20^ C. for several days ,nu , but is 
sensitive to high temperatures ; the optimum and maximum 
for growth lie between 22 and 23° C. and 30° and 31 0 C. re¬ 
spectively, though values of 18° to 22 C C. and 33°*to 35 0 C. for 
these points respectively, and as high a temperature as 50° C. 
for the survival of the mycelium, arc also recorded 26> 



I’ h;. 2 Ht).—(Jo/felolrichum 
liiulemuihionum. .■!. 

It, sect ions of acervuli 
showing setae and 
spores ( * 245). C, 
conidia ( • 4H0). D, 
germination of con¬ 
idia ; one has formed 
a septum, two others 
have formed appress- 
oria (after Kdgerton) 
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optimum temperature for spoliation is near 15° C. with the minimum and maximum 
at 4 0 and 38 C. respectively Germination of the spores takes place more rapidly 
at temperatures higher than the optimum for growth, hut not normally above 27 5' C\, 
the critical temperature occurring between 32 0 and 35' C. m '. 

Cool moist weather during the summer affords the best conditions for the 
prevalence of anthracnose < 2, \ and high atmospheric humidity is essential, not 
only for the success of initial infections but also for the dissemination of the spores 
in the field - 6) . In dry seasons the seed harvest is relatively free from disease. 
The fungus is capable of wintering on bean shaws, and of fructifying on them in 
the spring, and survives in the seed in the form of a dormant mycelium, either in 
the testa or within the cells of the cotyledons Sporing acervuli may sometimes 
be found on the surface of lesions on the seed, and even between the apposed 
surfaces of the cotyledons , - 6 ’. Few spores arc apparently able to survive the 
winter in the soil, and the evidence, as a whole, indicates that the parasite is usually 
carried over from one season to the next in a mycelial condition in the seed. 

Carefully conducted experiments have proved beyond all question that seeds 
taken from diseased pods into which the fungus has penetrated so as to infect 
the seeds, give rise to diseased seedlings. The fungus may be found in the seed 
coat, in the fleshy cotyledons, and even in the plumule. If infected seeds arc- 
kept dry the fungus makes no growth, but if the correct conditions are obtained 
at planting, the mycelium is stimulated to growth. There is, however, little- 
invasion of the tissues of the growing shoot, and the fungus, confined largely 
to the surface tissues, soon breaks out and actually sporulatcs on the young stem 

* t I * I spores may be washed into the 

soil only to be splashed up again in raindrops, and this appears to be the chief 
method of carrying infection to neighbouring plants, wind dispersal being of 
little account. Other spores may be picked up by any of the older leaves that 
may happen to touch them. Spread from field to field is slight and is usually 
due to carelessness of workers, and experience has taught the danger of working 
in the crop on wet days since the spores can be carried about on clothes and 
implements. All later-developed parts of the plant may be infected in turn from 
the primary seedling infections. 

The s P° rcs become attached to the cuticle by virtue of the mucilaginoUs 
coat, and penetration following the formation of an appressorium is direct through 
the cuticle. A finely branched mycelium eventually becomes established in the 
superficial cells of the organ affected (such as the outer cortex of the stem), the 
cel s becoming occupied by the invading mycelium and suffering little harm 
and with hardly any discoloration of the tissues evident from the outside. About 
4 °r 5 days after infection, however, the invaded tissues collapse and die and 
discoloration is soon apparent in the injured area. In the latter the fungus proceeds 
to aggregate towards the surface, concentrating chieflv at one or more places 
under the epidermis where the stromata finally become established to develop 
the acervular fructifications. » 

Control over anthracnose of the bean is mainly directed towards the elimination 

spotlinehlTth mp ‘ S '° d ", tt !' 5 , b -' selec,in g seeds which show no sign of 
spotting has not been very successful, for „ has been found that many seeds may 
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be infected without any external markings sufficient to enable them to be readily 
detected. On the other hand, diseased pods can always be easily recognised 
by the spots on the pericarp, and if all spotted pods are discarded and seed taken 
only from the clean, the resulting crop should be free from primary infections. 
Seed treatment with fungicides is not advocated, since the parasite is usually too 
deep-seated, and the good effects reported in some cases following seed disinfection 
seem to be nullified by the reduced germinability of the treated seed. Treatment 
may be given with 0 25 or 0-5 per cent, solutions, for 15 minutes, of either 
* uspulun ’, ‘ ceresan ’, or ‘ fusariol ’, or the dry applications may be made at 2 per 
cent, for uspulun or ceresan and 4 per cent, strength for fusariol (25) . Bordeaux 
spraying has proved effective on a small scale, but when applied in the field it 
has been found difficult to cover all parts of the plant, and the general effects 
were not sufficient to be profitable. Burning all infected plants or ploughing them 
deeply into the soil will help in preventing the fungus being carried to the next crop. 

\\ hile all grades of resistance to this disease have been found among different 
varieties of French beans, no variety has yet been produced which has proved to 
be immune from it. Breeding experiments conducted chiefly in Ger¬ 
many ,6a - «• - 6 - - 7 - and America ,7 - ,6 - ,7 \ in the latter, by crossing the sus¬ 
ceptible White Marrow bean with the resistant Well’s Kidney Red, etc., have 
yielded promising results, and further trials on the production of a white seed 
variety resulted in the choice of White Imperial on the score of its high resistance 
to anthracnosc; in addition to its vigorous growth, this variety, when crossed 
with Robust, a high yiclder, gave even better quality seed than White Imperial, 
and proved highly resistant to certain strains of the parasite ( - 4> . In New South 
Wales, a selection from a crop of Canadian Wonder, called Tweed Wonder, 
proved to be resistant to all strains of the fungus in that locality (l> . In Britain <**• 2l \ 
the varieties Princess, Hundred for One, Selected Canadian Wonder, Foremost, 
Magpie, Leicester Wonder, Abundance, Emperor William have been observed 
to be practically unaffected, while Lightning, Unrivalled, and Best of All were 
seen to be only slightly susceptible. In a given locality, a variety may preserve 
its resistance for some time if the local strains of the parasite arc not able to attack 
it; but other strains may be introduced, through seedsmen for instance, and the 
variety fails. On the whole, therefore, no method gives such good results as the 
use of clean seed (v) . 
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r oot Rot of French Bean, Fustnhwt sola/ti (Mart.) 

Sacc. var. imirlii (Appel & \Yr.) Wr./. 3 Snyder 

rot ' or * dry root rot ' affects all commercial varieties of the French 
bean. The disease was first reported in England in 1929 <«', hut was known in 
America, where it causes more serious losses, long before that date { ". 

There is little evidence of the trouble in the field before the plants are about 
5 to 6 weeks old above the ground, and there is not much difference between 
affected and healthy individuals, except for a slight check to growth. The rot, 
starting at the tips of the main and lower lateral roots, causes a gradual drying of 
the tissues and killing them as the parts near the surface of the soil are reached. 
There is, however, little if any invasion of the stem, and by development of 
surface, adventitious roots, diseased plants often make good recovery. Frequently 
the symptoms may not be seen until the first pods have made the’ir appearance*, 
when the lowermost leaves of affected plants begin to turn yellow and wither at 
the edges, and the later-formed pods may become shrivelled before they fill out <*>. 
Hut a yellowing and dropping of the leaves is not a constant feature, and diseased 
plants usually come to maturity earlier than the healthy because of the drying 
effect the disease has on the tissues, due to a reduced rooting system. The worst 
effects are seen on the roots. The primary roots may be covered completely 
with a reddish discoloration, or this may take the form of streaks which mav 
extend even above soil-level. Later, the discoloured roots turn brown and develop 
fissures, sometimes extending as deep as the cortex. There is, however, consider¬ 
able replacement of injured roots, and above the latter new roots develop but 
these, as they pass out through the cortex, also become infected, and other roots 
may then develop, still higher up, near the surface. The surface roots frequently 
form a dense mass of fibrous rootlets and may persist with varying degrees of 
success, but in bad attacks when infection extends to the ‘ foot of base of the 
stem, even these roots may be destroyed <'• 8> . 
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loot rot is caused by a form of Fusarium solani, as above indicated (see p. 621). The 
fungus produces three types of spores, namely macroconidia, microconidia (rare), and 
chlamydosporcs, mostly in pseudopionnotes of a yellow colour like butter)- layers. In dry 
weather the conidia arc rarely produced, even on the roots, but develop in profusion during 
wet periods. The macroconidia are curved, of uniform width, and may be from 3- to 
5-septate, mostly 3-septate, the latter measuring 44 5 by 51 /z (mean), and all are usually 
pedicillate. The chlamydosporcs are terminal or intercalary, arising singly or in short 
chains, and measure on an average 11-6/4 in diameter ; they are formed in the host tissues, 
mostly in the cortex of the finer rootlets, fewer in the larger laterals and tap root, but they 
have not been observed to germinate. In culture the aerial mycelium is scanty and 
white, but varies considerably in depth of colour in the culture medium, being sometimes 
green, or pale olive-buff, or a cinnamon green, according to the type of medium and 
especially the degree of aeration 

I he organism probably survives in the soil in the form of spores or mycelium, 
and as it has been known to exist lor ten years in the soil, even remaining active 
for many years in the absence of dwarf beans ,6 \ there is little doubt that it is 
capable of thriving under saprophytic conditions. It appears to be unaffected 
by the hydrogen-ion concentration of the soil The spores arc produced 
readily on old (but not on growing) bean roots and shaws and may thus be returned 
to the soil if host debris is thrown to the manure heap. There is no evidence that 
the disease is carried by the seed, but infection takes place readily when seed is 
planted in contaminated soil "• *■ 

I he exact manner of root infection is not known, but apparently may either 
be direct or through wounds The fungus travels almost exclusively in the 
intercellular spaces of the cortex in which, after disintegration of the tissues, 
strands of mycelium resembling thin rhi/omorphs may be seen, and these strands 
may also be seen on the exterior of the roots. The fungus rarely extends for any 
distance above soil-level, though at times may reach the lower parts of the stem. 

In the latter, the mycelium is often found inside the cells, such parts being stained 
distinctly red, and while the fungus is concentrated largely in the cortex, in the 
topmost roots hyphac may also occasionally penetrate into the vascular system in 
which case there is usually much deposit of gummy substance in the tissue u *. 

Practically all varieties of French beans and scarlet runner beans are susceptible 
to foot rot, though variable degrees of resistance are shown by Flageolet Victoria 
(Magnum Bonuni), Saxony, Incomparable, Flageolet St. Andrew, and Dwarf 
Sharpe’s Goliath Even among seedlings of the same variety, however, 

marked differences in susceptibility have been observed. Other species or strains 
of Fusarium may also attack French beans but the pathogen here described has 
proved to be the most virulent 1 2 * 4 5 * 7 *. 


1. Burkholder, \V. II.: 1919. Cornell L'nir. Auric. Exp. Sin. Bull. 26. 

2 . — 1932 . . 7 - Agric. Res. xliv, 175. 

3 - 7- ">24. Ecology, v. 179. 

4. Ogilvie, I..: 1930. Rpi. Agric. Ilori. Res. Sin. Bristol. 1929, 151. 

5. — and Mulligan, B. <).: 193*- ibid. 1930. 128. 

6 - — 1934 - Ibid. 1933. 9 *- 

7. — cl at. : 1935. Ibid. 1934. i“ 8 - 

8. Wcimcr, J. I... and Harter, L. L : 1926. J. Agric. Res. xxxii, 311. 
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Root Rot of Pea, ApUanomyces cutcichcs Drcchslcr 


I his type of root rot is undoubtedly the most serious of all diseases that 
affect the pea plant. It is not so common in Britain as in the United States 
where it is prevalent in every pea-growing district. It attacks the roots and 
the base of the stem at all stages of growth. Other hosts include the narrow¬ 
leaved vetch, alfalfa, sweet clover, sweet pea, broad bean, and other leguminous 
plants" 7 * -**• 


I his disease occurs with great regularity on land where peas have been grown 
in repeated succession. In early stages of attack it is impossible to detect the pres¬ 
ence of this root rot in the field, for, apart from a slight check to the growth of 
the young plants, there is no other external symptom, such as spots on the foliage, 
and it is necessary to pull up trial plants to determine the presence of the trouble. 
An affected specimen shows a decay of some of the roots and a blackening of a 
part of the stem just above the roots ; but these features are not distinctive enough 
to separate this disease from one caused by a species of 1 'usarium (see p. 620) 
and actually one cannot decide with certainty until the diseased tissues are examined 
microscopically for evidence of the sexual organs and oospores characteristic of 
the fungus causing this disease " 7 \ 


In this type of root rot the cortical tissues covering the roots become softened 
and the disease extends from the roots into the stem above ground, though only 
for a short distance, but by the time this part of the stem has become infected 
the leaves have turned a pale-yellow colour all over. Invasion of the basal part 
of the stem is usually followed by a sudden wilting, and with the death of the 
cortical tissues covering the roots and basal part of the stem, these affected regions 
become thoroughly blackened " 7 '. As the disease makes slow progress from 
root to stem, there is always a decided check to the growth of the shoot, and the 
foliage dies from below, upwards ; but as a general rule the majority of affected 
plants arc enabled to carry on their growth, though much weakened, until 
they produce pods and seeds most of which, however, are small and of inferior 
quality. 

Pea plants affected by root rot, even in advanced disease, have a remarkable 
power of recovery. This often happens when environmental conditions change 
in favour of the host, as would occur, for instance, when wet situations are im¬ 
proved by adequate drainage, and despite the loss of a considerable amount of 
rooting system through disease, drier conditions allow the plants to develop new 
roots from the base of the stem. 


Aphanomyces euteiches, the organism causing this root rot, belongs to an interesting 
group of fungi, the Saprolegniales, few members of which arc known to cause plant 
disease The group consists largely of aquatic fungi some of which are parasitic on fishes 
and others infest low algal forms, such as Spirogyra, Zygnema. desmids and diatoms.’ 
1 he fungus can be grown on various media, e.g. cornmeal or prune agar "*». Mvcelial 
growth is very slow and sparse ; it is feeble at low temperatures of 8° to io° C • the 
optimum IS about 25 C., the maximum about 34 0 C. The mycelium is hyaline and non- 
septate, about 4 to .0^ ,n thickness ; it branches moderately, in characteristic fashion, by 
producing at right angles to the main hyphae short stubby branches which make but little 
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growth themselves. I, is a feature of the fungus to pass through its vegetative phase very 
qmcklv before entenng upon the reproductive stage, and the same nfpidity of devebp^ 

ment also takes place within the host, for only a few days 
V. of incubation at ordinary temperatures are needed before 
resting oospores are produced. A different strain of this 
parasite isolated from diseased peas in Tasmania pro¬ 
duced coils of hyphae, “ like the hair-spring of a watch ”, 
and on agar media containing peptone the strain behaved 
peculiarly, lor only after the omission of this substance 
trom the culture were the sexual organs of the organism 
developed Oogonia and antheridia arc developed 
in abundance in the tissues of diseased plants. They 
are formed, with the ultimate resting spores, the 
oospores, within the tissues of the decayed cortex of 
all underground parts of the plant, stem and roots. 
In culture, oogonia and antheridia develop from dis¬ 
tinctive hyphae ; the oogonia are formed in great 
number, each on a short stalk cell usually at the end of 
one of the stubby branches of the wider mycelium ; in 
the I usmanian strain the oogonia were found enmeshed 
in the hair-spring mycelial coils. The oogonia are 
thin-walled, sub-globose, densely granular with vacuo¬ 
lated contents; after fertilisation the oogonial wall gets 
thicker; there is only one oospore developed within 
an oogonium. The antheridia arise from a less stout 
hypha as a number of short, curving branches ; one 
to live anthcridial branches may invest an oogonium, 
and all may put forth fertilising tubes, but details of 
fertilisation are not known (Fig. 290). The oospores 
arc sub-spherical. 18 to 25 /i wide, thick-walled, and 
capable ol germinating in a direct manner by producing 
one or more germ-tubes, or indirectly by producing 
a long, tapering, slender hypha which develops into a 
sporangium. Within the latter the cytoplasm which is 
passed into it from the oospore breaks up into several 
portions, which arc released through a small orifice 
formed at the tip of the sporangium, each portion round¬ 
ing itself off and becoming encysted to form a spore, 
but all the spores remain more or less loosely attached 
to the sporangia! tip for some time. When they separate 
(about 15 arc formed in a sporangium), each spore 
releases through a minute opening in its wall, a motile 
zoospore. Hut the development of zoospores, a process 
which is so characteristic of other truly aquatic members 
of the Saprolcgniales, does not take place in this particu¬ 
lar species under natural conditions and their formation 
has only been observed in culture. It is rather remark¬ 
able that zoospores, abundantly produced in artificial 
culture (such as pea decoction) arc not formed when 



Fm. 2i)0.—Afilumimiyces euteiches, 
causing root rot of peas. .*/, 
H, the filamentous sporangia 
produced from germinating 
oospores. A, 30 sec. before 
discharge. H, the zoospores 
collecting at the top of the 
sporangium. C, hyphal con¬ 
tents segmenting to form 
zoospores. D, stages in the 
encystment of zoospores, and 
their liberation. E , an oogo¬ 
nium with a branched anthe- 
ridium ; all *310 (after 
Drcchslcr, J. Agric. Res.) 
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infected host tissue, well supplied with mycelium is placed in water ; on the contrary, a 
renewed development of oospores takes place within the rotted tissue. 

The great ease with which oospores are produced under natural conditions 
leaves little doubt that they are the chief means of survival of the organism in the 
soil. There are records of the persistence of the disease in the soil over intervals 
of from two to ten years ">• l7 - - s ‘. It is not known, however, in what form the 
fungus attacks the host, whether from mycelium in the soil or from oospores. 
But greenhouse inoculations can be performed with success by introducing a 
culture of oospores into the soil, and though such an experiment may fail at first, 
a second planting of peas usually becomes well infected. There is no clear evidence 
that watering the soil with a suspension of zoospores results in infection, though 
in sand cultures this method has been reported to give infection <l7) . 

From a study of seedling infection, the parasite, applied in the form of mycelium 
to the young roots, penetrates the hypocotyl by putting forth one or more hyphae 
which bore through the epidermis at regions between the epidermal cells, and 
though the basal part of the young stem at a point higher up than the hypocotyl 
may sometimes be penetrated, it is not usual for the fungus to invade the stem 
except by travelling up from within the roots. The non-septate mycelium develops 
almost exclusively in the cortex of the root and basal part of the stem, causing, 
as above stated, a soft decay of this tissue, resulting in shrinkage and blackening 
of the root and the part of the stem below ground. A diseased seedling pulled 
up at this stage of infection usually breaks otf near soil-level, carrying with it 
much of the stringy core of the stele of both tap and lateral roots (n) . The 
vegetative phase of the fungus within the host, as in artificial culture, is very brief, 
and the reproductive organs, followed by the oospores, make their appearance 
as soon as the cortical tissues begin to show signs of collapse. 

Root rot of peas is greatly encouraged by a high water content of the soil. 
It is most prevalent at points near saturation, and is absent or greatly retarded 
within a range of 40 to 20 per cent, soil moisture. The greatest losses occur when 
the soil is warm and wet during infection, when the soil temperature is 14 0 C. 
or above, for several days, and if there is a spell of drought before the plants reach 
maturity, large areas of the crop may be completely ruined (,a * '*• *7. 41 > 

The fertility of soil given over to constant pea cultivation tends to become more 
and more exhausted every year. The main deficiency is attributed to lack of 
humus and calcium (9 ». As a plant of somewhat rapid growth, the pea demands 
from the soil nutrients in a readily available form, and numerous authors give 
good reports of the application of nitrate of soda, ammonium sulphate, and muriate 
of potash in retarding the effects of root rot ,l4 - 40 - 41 \ 

As root rot of peas is carried in the soil, not by seed, the disease is controlled 
mainly by crop rotation “ 7 - 42 ', and as the fungus is reported to be of long duration 
in the soil, from two to ten years, intervals between pea crops must be judged 
according to severity of attack. In an average case of infection a 3-year rotation 
was found to have delayed but not entirely prevented a recurrence of the disease' 8 - 2 *' 
wood drainage and good cultivation, to keep the soil in a fairly dry condition 
are essential. Since peas grow well at comparatively low temperatures, early 
planting is recommended so that the plants can be well forward before the soil 
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warm enough to encourage the parasite to action. Some state, however, that 
early peas, in general, are more susceptible to root rot than late-maturing varieties* 37 >, 
but no variety is claimed to be truly resistant to this disease < 7 >, even the roots of 
resistant varieties being affected in the cortex though not in the epicotyl and 
vascular cylinder " 8 ‘. The more susceptible varieties are Alaska, Winner, Green 
Admiral, Perfection, Horsford, and Advancer, while Iloral and Rice’s No. 330 are 
resistant. 


Leaf, Stem, and Pod Spot of the Pea, Ascochyta pisi Libert 

'Phis disease is carried over from year to year by the sowing of infected seeds ; 
it does not usually affect the rooting system nor the part of the stem below ground 
but has been known to do so in some areas It is essentially a leaf, stem, and 

pod spotting disease, and as the seeds can become infected through the wall of 
the pod, it is often accountable for heavy reduction in yield. 

Leaf and pod spot is common in all pea-growing areas but is not very prevalent 
in Britain, although at times, capable of causing considerable losses <30> . It has 
also been recorded from the United States, Ireland, eastern Canada, Denmark, 
Germany, Holland, India, Australia, and the southern Ukraine. 

On the average, healthy plants are about three inches taller than diseased 



FlC. 291.— Leaf, stem, and pod spot of pea (.Itcorhyta pisi). Pods showing the minute black 
pycnidia at the centre of the lesions (photo by Ogilvic, by permission of Long Ashton Kes. 
Station) 
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specimens, and the leaves, stem, 
stipules, pods, and seeds may be 
affected with this disease. On leaves 
and pods diseased areas are round, up 
to 9 mm. in diameter, tan to brown, 
and definitely sunken into the leaf 
or pod (Fig. 291) ; each spot is fur¬ 
nished with a black and thickened edge 
surrounding a paler, tan centre 
on stems and leaf petioles the spots 
are more elongated and around the 
tan-coloured spots there is a dark 
brown margin, but lesions on the 
stems are not usually abundant i:o} ; 
if present, they penetrate deeply and 
in bad cases may girdle the stem, 
causing the shoot above the lesion to wither (Fig. 292). As the attack on 
the stem, when it occurs, begins near the ground, this condition may result 
in complete loss of the plant. When young seedlings about to emerge from the 
ground arc attacked, the tips of the shoots often suffer severely and many young 
plants may thus be destroyed ' ,0 \ Symptoms of disease on the seeds are not much 
different from those caused by the other seed-affecting parasites described below. 
Affected seeds are not easily recognised in a dry condition, but when moistened 
they generally show one, or a few ill-defined dirty-yellow to greyish-brown, or 
black, wrinkled spots on that side which had been in contact with the lesion on 
the pod ; and sometimes the discoloration penetrates through the testa to the 
cotyledons. The embryo may also be involved and germination greatly reduced 
or even prevented While spots on the seeds are somewhat less conspicuous 
in this disease than in the others described below it is impossible to associate any 
type of seed spot with any particular organism from examination of the seed lesion 
alone. 



Kic;. 2«>a.—Severe lesions on the stem of the pea, 
caused by Ascorhyta pisi (photo by Foister & 
Noble) 


This disease is caused by Ascochyta pisi, a member of the Fungi Imperfecti. 
1 he two diseases described next arc caused by two fungi very closely related to 
this one, namely Mycosphaerella pinodes (a perfect form having an Ascochyta 
pycmdial stage) and Ascochyta pinodel/a, and while all these three fungi have many 
features in common, the diseases caused by them arc distinctive. Thus, as in¬ 
dicated, A. pisi does not usually attack the underground parts of the plant, and is a 
leaf, stem, and pod spotting fungus, whereas the other two cause a severe foot 
rot as well. Still another foot rot of peas, included in this series, is caused by a 
variant form of I'usanum solani , which like Aphanomyces euteiches above described 
causes no ‘ spotting * of the above-ground parts of the host at all. From a con¬ 
sideration of these five fungi and the diseases caused by them, it is clear that we 

great diffif, h • which iS a ‘ s >’ m P ,om complex \ presenting 

l S '° r ° rg e niSm i,S charac, eristic features of 

oJiiTJr ,o be p " hog “ ic *° 
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Ascochyta pisi has only one kind of fructification, the pycnidium, and is classified in 
the Hyalodidymae of the Fungi Imperfecti. Pycnidia may be present on all lesions 
wherever they occur. They are tan brown, round and flattened, immersed in the 
necrotic tissues ; they are fairly numerous and arranged in a group at the centre of the 
spot, «r concentrically in circular zones especially on the mature pods. Pycnidia range 
from 75 to 225 by 75 to 205 /x (average, 141 by 124^) (J4 >; the hyaline pycnospores, 
pink or carrot-red in the mass, are exuded at the ostiole in a mucilaginous matrix which 
assists in their expulsion by swelling when wetted, and fixes them in a crust around 
the ostiole when the pycnidium is dry. Collected from moist pycnidia, the spores 
measure from 10 0 to 18-0 by 2 5 to 5-5 ^ (average, 12 9 by 3-3 /x) (,4) , or 141 by 41 /x (I °>, 
according to different authors. The pycnospores are oblong, obtuse at the ends, 

1-septate (rarely 2 or 3 septa) ; each cell has a conspicuous oil globule <10) . 

A. pisi, as well as the related species mentioned above, are easily cultured on oat, 
pea, yeast, or potato agar ; the morphological differences between them arc seen to 
better advantage on oat agar, and least on potato agar A. pisi has an optimum 
temperature for growth between 15° and 23 0 C., but the amount of mycelium formed is 
very scanty ; the most suitable reaction is about the neutral point, 6-8 to 7 0 pH ,,4) . 
Sporulation occurs over a range of 18 0 to 23* C., and pycnidia arc formed in great number, 
exuding red spore masses over the medium ,4 - ,#> . The fungus is able to utilise soluble 
starch, glucose, saccharose, but not cellulose ; ammonium salts arc superior to nitrates 
as a source of nitrogen ; lack of magnesium is said to check growth almost completely, 
and development is poor without phosphorus and sulphur ; in the total absence of all 
forms of nitrogen pycnidia! formation is inhibited ' 4,, . 

A. pisi is recorded to maintain vitality in culture for 4 years <27) , and on pea 
seeds for at least 6 years <J) . The pycnospores embedded in mucilage arc not 
adapted for wide dispersal, and they appear to be largely disseminated from lesions 
on the host by splashing rain, or perhaps further afield by insects, but outside 
the plants in close proximity there is usually no great extension of the disease to 
distant plots, which probably accounts for the common occurrence of the disease 
in patches of the crop. 

The percentage of infection from planting of diseased seeds, under conditions 
favourable to the fungus, may range from 50 to 62 per cent, of plants produced <J0 ^ 
Recent observations in the Rristol area showed that if the seeds do not carry 
more than 20 per cent, infection there is little loss in the stand (Ma> . Although 
this disease is not carried in the soil, successful infections may be obtained if 
old pods bearing lesions arc scattered under healthy seeds ; 2 to 50 per cent, 
of pods harvested from particular plants thus infected were found to harbour 
infected seeds. 

If the plants survive to produce pods, the spots on the pods develop with 
great vigour in wet weather, and the fungus may often be found to have pene¬ 
trated into the cavity of the pod to attack the testa, and in severe infection the cotyle¬ 
dons as well <6> . Every stage of seed infection may be found, from tiny aborted 
seeds which infection had probably prevented from developing, to others which 
matured successfully and bearing mere brown blemishes on the surfaces of 
the testa. Seeds, apparently clean when the pods arc freshly opened, may 
yet be infected, and the brown discoloration may develop if the seeds are 
exposed to damp air for some days ; in 4 or 5 days a white mycelial growth 
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develops on the brown spots, followed some io days later by the characteristic 
pycnidia (5) . 

Prior to germination of the seed, the fungus is confined for the most part to 
the seed coat, though in severe infections, as we have seen, it may also be found 
in the cotyledons. Plants growing from seed infected with this organism are 
rarely prevented from emerging from the ground, and the primary lesions occur 
usually on the leaves and stem at the base of the plant, and may sometimes be 
seen on the first leaves of the emergent plumule. Secondary infections take place 
by the splashing of spores in raindrops from these early lesions, and the greatest 
infection of leaves and pods occurs during wet weather. 

The spores, germinating on moist leaf or pod, put forth one or more germ- 
tubes each, and the young hyphae are frequently seen to anastomose before the 
cuticle is penetrated ; they do not appear to enter at the stomata. The mycelium 
travels below the cuticle for a while before it wedges apart the epidermal cells 
by dissolving the middle lamella '- 7 \ The hyaline mycelium is found in and be¬ 
tween the cells of the invaded tissue, and the period of incubation before the 
appearance of spots on the leaves is usually about six to eight days. At this early 
stage, lesions are light green in colour and somewhat sunken into the epidermis ; 
two or three days later the spots change into a tan colour, and have a definite brown 
margin {:oi . Artificial infections may also be successfully performed by smearing 
healthy seeds with a spore culture. Under natural conditions the disease appears 
to be carried over almost exclusively by infected seed, and the growing of healthy 
seed in soil contaminated by the organism produces no appreciable amount of 
infection except in cases of deliberate heavy infestation as pointed out above w hen 
heavily infected pods were placed in contact with the seed. 

Since this disease is seed borne, attempts have been made to control it by 
disinfecting the seed. Such a treatment, however, cannot be successful if infection 
has reached the cotyledons, nor can it be adopted by growers who make a practice 
of bacterial inoculation with nitrogen-fixing organisms for crop improvement. 
If seed disinfection is decided upon, it is recorded that applications of organic 
mercury dust are superior to any wet treatment since the latter has been found 
to reduce germination and stand u ". Good results are reported by applying the 
dust at the rate of 2 oz. per bushel of seed, rotated in a drum for at least 5 hours, 
but such treatment of diseased seed does not give as high a percentage of stand as 
untreated healthy seed. Additional benefit is said to accrue from mercury seed 
treatment of varieties of peas which are wrinkled, over those which have a smooth 
testa ; w'hat significance can be attached to this observation is not clear unless the 
rough surface retains more of the fungicide, but the probability is that wrinkled 
varieties have an inherent resistant property not possessed by smooth-skinned 
peas, to this disease. 


harly varieties of peas are reported to show a lower percentage of infection 
than late varieties, due probably to earlier harvesting, before conditions of higher 
temperatures favourable to the fungus set in. There is no claim to complete 
resistance to this disease for any variety of pea. In the United States the follow ing 
are slightly susceptible to A. pisi and XI. pinodes (below) : Admiral — ‘ 17-8 1 
Advancer, Badger, Badger-' 2 o-. 4 o ', Special, Champion of England, Hereford! 
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and Perfection. But a marked difference in susceptibility of certain varieties 
is reported for different isolates of A. pisi, and strains of the organism from England 
and Canada were less injurious than other strains obtained from seed harvested 
in New York and Wisconsin In the southern Ukraine five strains of A. pisi 

reacted differently in their pathogenicity not only to the pea but to other members 
of the Leguminosae 


Leaf, Stem, and Pod Spot with Foot Rot of the Pea, Mycosphaerella pinodes 
(Berk. & Blox.) Ycstergr., &: Ascochyta pinodella L. K. Jones 

As an organism causing lesions on the leaves and pods of the pea, Myco- 
sphacrclla pinodes bears considerable similarity to A. pisi , and indeed was, for a 
long time, thought to be its perfect stage U9a \ but is now accepted as a distinctive 
species {ib> . Unlike A. pisi , this fungus is also capable of attacking the basal 
part of the stem underground severely, so as to cause a foot rot and is therefore 
more destructive than A. pisi (Fig. 293 a ). 

A. pisi and A/. pinodes commonly occur together on samples of seed in most 
pea-growing areas. The two organisms are reported to be common on peas in 
England Uo) ; but latterly only A. pisi has been found on commercial samples of 
seed used in Britain ,Ma *. 

Spots on the foliage leaves (Fig. 293 b), stems, and pods (Fig. 293 c) caused 
by M. pinodes are brown to purplish ; they are not so definitely delimited from the 
green of the leaf as those caused by A. pisi, but like them, as they spread with 
increased wetness of the leaf, tend to become circular in shape. On the stems, 
early lesions are black to purple, and take the form of streaks which arc more 
evident at the nodal regions than elsewhere, though they may later enlarge into 
brown to purplish irregular areas over the entire stem for a length of some 6 to 
10 inches above the highest insertion of the roots. 

The part of the underground stem attacked by this fungus is just above the 
insertion of the cotyledons (epicotyl) and the affection may also extend a little 
below into the hvpocotyl and pass imperceptibly into the tap root, but the roots 
are rarely invaded. In the neighbourhood of the epicotyl the whole circumference 
of the seedling becomes a continuous dark brown lesion which may extend as 
far as the base of the tap root, and in advanced disease this region may become 
completely girdled by a dense blackening of the tissues, and the shoot may 
thus become severed from the roots. The term ' foot rot * is, therefore, an 
apt title for this type of disease which destroys the basal part of the stem under¬ 
ground. 

The pycnidia of M. pinodes are difficult to differentiate from those of A. pisi ; they 
are, however, darker in colour, distinctly black when mature, and instead of being 
aggregated towards the centre of the lesion as in that fungus, they arc relatively sparse and 
strewn over the whole lesion but occur more densely near the edge. Moreover, the spore 
exudate at the ostiole is of a light-huff to flesh colour, not red, and is not nearly so copious 
as from pycnidia of A. pisi. In practically every case of inoculation with the pycnospores 
of A/, pinodes the perfect ascigerous fructifications come up easily, and the fungus is 
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I-1C. 293.—Leaf, stem, pod spot, and foot rot 
five plants showing the foot-rot condition, 
ing lesions on the pod wall and along the 
Ashton Res. Station) 


of pea. all caused by Mycosp/utrrel/a pi nodes. A 
U. the leaf-spot condition. C, the pod spot show- 
sutures (photos by Ogilvie. by permission of Long 
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therefore immediately distinctive from the related types described here, which do not 
possess perfect forms. The pycnidia are minute, sub-globose, from 75 to 175 by 60 to 
160/x, averaging 134 by 128 n '**'; pycnospores are hyaline, oblong with rounded ends, 
straight to curved, slightly constricted at the septum, and altogether approximate very 
closely to those of A. pisi ; they measure from 8 0 to 18 0 by 2 5 to 5-5 /x, averaging 13 6 
by 3-8 ft and are mostly 1-septate, with numerous oil globules Uo > J4 '. The perithecia 
of the ascigcrous stage arc found on leaves and stems in abundance after prolonged wet 
weather and begin to appear on the necrotic lesions in about 13 to 21 days from 
infection ,io - 2 "; they are also developed in culture '* 4> . Perithecia are round, brownish 
in colour, 100 to 300 ft in diameter, and sunken in the host tissue save for a short neck 
portion ; asei range from 60 to 80 by 12 to 16/x, thickened at the apex and at maturity 
provided with a pore ; ascospores, 8, hyaline, ovate-elliptical, 1 -septate with constriction, 
range from 12 to 15 by 6 to8/t' , * a ’. In culture on oatmeal agar, at a similar range of tempera¬ 
ture and hydrogen-ion concentration as for A. pisi, the amount of aerial mycelium made 
by M. pinodes is relatively more than shown by A. pisi ; at first it is white, but soon turns 
grey to dark grey with age. It sporulatcs much more rapidly than A. pisi, and at a slightly 
higher optimum temperature, between 20 and 25 0 C., but the pycnospores of the two 
fungi germinate alike by the production of 1 to 3 germ-tubes ,,4) ; in cultures the 
dimensions of the ascospores are slightly greater than given above ; thus, on oatmeal agar, 
18 to 19 8 by 7-2 to 9 9 ft uo> . Chlamydosporcs and pycnidia appear on pea-straw agar ,,RB) . 

Pycnidia and perithecia are capable of surviving the winter on old pea stems (,5) . 
While the pycnospores, as in the case of A. pisi, are disseminated largely by splash¬ 
ing of rain to plants in the immediate neighbourhood, the ascospores on the 
other hand, by being ejected into the air and borne by wind have a wider range 
of infection. In illustration of the comparative range of action of pycnospores 
and ascospores, an experiment is recorded where individual plots inoculated with 
A. pisi, M. pinodes, and A. pinodella (see below), situated 5 feet apart, when exam¬ 
ined a month after inoculation showed no spread of infection by any of the three 
organisms beyond their own plots, but as soon as the ascospores of M. pinodes 
were produced and active, infection from this fungus was general on all the plots ,:o ’; 
the optimum temperature for growth lies between 20' and 28 J C. ma> . 

Inoculations, as with A. pisi, may be performed by spraying the plants with 
a spore suspension, or the seeds may be smeared over with a culture and planted in 
sterilised soil. The latter method of inoculation when performed with M. pinodes 
is far more damaging to the seedlings than is the case with A. pisi, and while in 
that instance the great majority of seedlings manage to emerge from the soil, 
in this method of inoculation with M. pinodes all seedlings perish in the soil. 
Clearly, M. pinodes in its capacity as a severe foot-rot organism causes much more 
damage than the leaf and pod spotting A. pisi. 

For the control of this leaf, pod-spot, and foot-rot trouble, the same treatment 
is recommended as outlined for that caused by A. pisi, and there appears to be a 
marked reduction in the amount of foot rot by seed treatment with organic mercury 
compounds. In the recommendation of the varieties Rice’s No. ‘ 330 ’, Moral, 
and Rlackeyc Marrowfat, as being more resistant than others to foot rot, it is 
interesting to note that these varieties have a thicker cuticle over the vulnerable 
basal part of the stem than have susceptible kinds over the same region, but 
whether this property is inherent requires confirmation. 


CH. XIII 


PULSE CROPS 


619 


Ascochyta pinodella L. K. Jones 

This organism was once thought to he a varietal ‘ micro-form ’ of Myco- 
sphaerella pinodes ( - 6> but is now considered to be a distinct species Uo \ Only 
pycnidia are known. Together with the two foregoing types, this fungus occurs 
over the same geographical range as already indicated for those types. In the 
United States it is more prevalent in the drier regions of the west, and often in a 
few of the eastern parts as well, but in these places occurs only on the one host, 
the pea ,38) ; in Alabama, in 1937, it was reported to occur on winter peas and 
vetches 135 In other localities numerous different strains of A. pinodella attack, 
besides the pea, lupin, broad bean, lentil, vetch, and soya bean, but all strains of 
the organism are more pathogenic to the pea than to any other host, and least of 
all to soya bean ,28 > 3 H 

Like M. pinodes this organism attacks leaves, stem, and pods, and causes foot 
rot. In its virulence as a foot rot fungus it is about equal with M. pinodes , though 
sometimes reported to cause greater damage in certain localities 4,1 

In contrast with attacks due to M. pinodes on the leaves, spots caused by A. pino¬ 
della are not so numerous and tend to be more regularly circular and zonate ; 
on the pods the spots arc more distinctive, being very small, brown to black, and 
scattered in characteristic fashion obliquely to the long axis of the pod. On the 
stem and basal parts underground the lesions vary in size considerably, are purplish 
to dark brown, and resemble closely those caused by . 1 /. pinodes. 

Pycnidia of A. pinodella are scattered at random over the lesions and are very in¬ 
distinct, being depressed into the tissue. They arc globose, ostiolate, light to dark brown, 
and range from 79 to 182/1 in diameter<^; the pycnosporcs arc distinctive, being 
unicellular , rarely 1-septate like those of M. pinodes or A. pisi, and they form practically 
no exudate at the ostiole ; they are oval to oblong, 5 to 12 by 1-5 to 4 5 /x ; if 1-septate 
spores occur, they are from 5 to 13 by 2 to 4-5/4 >*•. Pycnidia occur on root lesions 

and on the seed coat ; they occur, with chlamydospores on pea-straw agar 060 '. 

In culture on oatmeal agar of alkaline reaction, or p\ \ 7 0, over a temperature 
range of 18' to 23 C., a fair quantity of whitish grey, aerial mycelium is formed 
within four to seven days. Here again, as under natural conditions, the pycnidia 
form hardly any exudate of spores at the ostioles. Spore germination is rapid, 
at an optimum temperature between 20 and 30 C\, and the unicellular spores 
produce only single germ-tubes. 

I his fungus invades the epicotyl of the seedling in a distinctive way ; instead 
of creating a general brown discoloration encircling the epicotyl as produced by 
M. pinodes , there is first formed a dark-brown triangular lesion, and from it in¬ 
fection spreads up and down through the cortical tissues, even down into the tap 
root, but again, as in M. pinodes it is not usual to get much root infection ‘‘o'. 
With advanced disease, however, the lesions at the epicotyl caused by these two 
fungi cannot be distinguished, for in both cases the epicotyl becomes completely 
girdled. Furthermore, when the vascular system is invaded it is not long before 
the roots become severed from the shoot. In general, A. pinodella appears to 
>c more destructive to the tissues of the basal parts of the stem than M. pinodes , 
or while slight attacks by either fungus may extend no further than the endodermis 
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in the region infected, in bad cases, prior to girdling, the stem shrinks so much 
after an attack by A. pinodella that there is practically nothing left at the ‘ foot ’ 
except strands of sclerenchyma ,lo> . 

A. pinodella like . 1 /. pinodes is carried on the seed and good results are reported 
to follow the same treatment of seed dusting. No variety of pea is known to be 
immune from this disease, and w ith regard to relative resistance of certain varieties, 
the information available appears to apply to all three types, A. pisi, M. pinodes , 
and A. pinodella. 


Foot Rot of Peas, Fusarium solani (Mart.) Sacc. var. martii (Appel & Wr.) 

Wr., /. 2, Snyder 


1 his type of loot rot, which may be called a * fusariosis ’, is common in all 
pea-growing areas in Britain, l nited States, Canada, France, Holland, Germany, 
and Denmark ,6 * 30 ’. It appears to have been first described in Holland under 
the name ‘ St. John's Disease ' 41 In Britain, this particular disease of peas 

is associated with a varietal form of the fungus Fusarium solani in conjunction 
w ith the celworm lleterodcra schachtii , and the separate effects of fungus and eel- 
worm on the host appear to be difficult to estimate. There is, however, no doubt 
about the pathogenicity of the fungus in producing foot rot (Fig. 294) by inocula¬ 
tion with a pure culture, but the characteristic symptoms which are associated with 
the death of the plants following natural infection are not exactly identical (3, « u> . 

This disease breaks out in scattered areas over the crop, but there are no spots 
on the leaves or the stem, as in the three types described above. In this respect 
it resembles the root rot caused by Aphanomyces euteichcs and, like it, is also 



Fic;. 294.— Fusarium foot root of pea (Fusarium solani 
var. martii f. j) (photo by Ogilvic, by permission 
of Long Ashton Res. Station) 


accompanied by a general yellow 
discoloration of the leaves. Pre¬ 
sumably from disturbance set up 
by the presence of the fungus in 
the basal parts of the stem, the 
leaves turn yellow all over; and 
while more than one fungal organ¬ 
ism may be responsible for this in¬ 
terference, the species of Fusarium 
above named is believed to be the 
one mainly associated with foot rot 
of peas in Britain and Holland. In 
both countries the disease has been 
found in high-and low-lying areas, 
in I lolland chiefly on clay soils, but 
in Britain on many types of soil, 
light and heavy ,3 °- 3I - 44 

Here, too, as in the types above 
described, the parasite attacks its 
host near the point of attachment 
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of the cotyledons to the axis. At the point of entry, as in the case of A. pinodella the 
early lesion is triangular in shape, but that caused by this Fusarium is a darker, reddish- 
brown colour, not brown, and later this region becomes blackened as far as the top¬ 
most roots. Moreover, the lesions are not sunken into the affected part until a much 
later stage of decay, and when eventually the vascular stele becomes involved in in¬ 
fection this disease is distinctive in that the stelar strands take on a bright orange-red 
colour which may extend as far as the first node ; furthermore, the dark lesions may 
often be seen at the base of the tap root as well as the bases of lateral roots 


With regard to the title of this organism. Snyder states, on the ground that spore 
measurements have not been shown to be sufficiently distinctive from a taxonomic 
standpoint, that the species of Fusarium variously designated /•*. martii vars. minus, 
rinde, f>isi, and phaseoli are all of the same morphological tvpe, namclv Fusarium solan, var 
mart,,. According, therefore, to their distinctive physiological behaviour on their respective 
hosts, he proposed for each organism a suffix to this name. thus, for the one attacking the 
pea, the addition ot * forma J '; for the fungus on the runner bean. * forma j' (p. 607), so that 
the present fungus is styled Fusarium so/ani var. martii /. which is synonymous with 
martii var. pisi, under which name it has appeared in most of the literature »«• 

It is remarkable that this species of Fusarium has not been observed to form anv kind 
of spore or fructification on the host plant «•» It is, however, easily grown in culture 
forming mycelium and spores ; the mycelium is short, white or greyish, sparse in quantity 
especially at spoliation ; old cultures are coloured green or blue from the mass effect of 
the diffuse spor.ng surface, and the general colour of the medium is vinaccous. The 
spores, in sporodochia, are typically curved, mostly 3-scptate. of nearly uniform diameter 
and range from 27 to 40 by 4 5 to 5// ; small microconidia arc also formed hut not 
abundantly ; chlamydospores may he developed in the mycelium, as intercalarv or 
terminal cells, or in chains, or within the spores ; sderotia are rare but have been found 
to develop on rice media. Under natural conditions the organism survives in the form 
of mycelium in the soil ; it is not carried by seed. Its extension in the soil, however 
is relatively slow, not more than 2 or 3 feet in a period of two years •*■. 

The degree of moisture in the soil does not appear to be a critical factor in 
relation to the progress of this disease. Though a wet soil is undoubtedly favour¬ 
able to the decay of the infected host, it does not help the fungus itself under 
all conditions. In Wisconsin, however, attacks by this organism and also by 
A euteiches were mainly restricted to rainy seasons and wet soils, clays, and heavy 
silt loams, but m Britain, after a period of heavy rainfall (as in April and Mav 
1932) an attack by this Fusarium with the help of the eclworm reached epidemic 
proportions independently of water-logged conditions ,JO '. 

So.! temperature plays a more important part than the degree of moisture 

after inn C e, d |^ Ce ^ ' fS ° d l,umidi, y is constant, the first sign of disease 

after inoculation occurs in about 20 days when the temperature is 27“ C This 

rouin?nf ,h genCra ' W,l, ‘ n8 an i is /°' l0Wed b >" ,he characteristic symptoms of a 
in ,h! f , C ° T 3 reddlsh - bro " n discoloration of the vascular strands 

With con in 8 H n ’ k may f XtCnd f ° r S ° mC d,Stancc abo ' c ,he ^il into the stem 
ith continued incubation plants may wilt at lower temperatures thus after r- 

prlcticaTlvetdffh 31 't- C ,", bUt bel ° W ‘ hiS ,em P era,urc affected plants, though 
practically g.rdled by cortical lesions, managed ,0 survive, and in them the fungus 
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had not penetrated as far as the vascular stele, so that they were enabled to grow 
forward by virtue of new roots developed above the lesion. The optimum soil 
temperature for the development of the disease appears to lie between 24 0 and 
33 C., the latter being the upper limit at which the pea plant can normally thrive; 
plants exposed to infection below this range contract only superficial or shallow 
cortical bruises from which they can usually recover, and at a comparatively low 
temperature of about 15 C. they suffer no injury <« 6 >. 

This type of foot rot, carried by soil, is best controlled by suitable crop rotations. 
Since the serious phase of vascular invasion of the plant does not usually take 
place after the early stages of germination have been passed through successfully, 
maintenance of vigour is important, and the drilling of fertilisers with the seed 
substantially reduces the losses from foot rot on heavy soil < 7 >. 

I here do not appear to he any varieties of peas immune from this foot rot. 

The varieties Green Admiral, Yellow Admiral, Horal, and Rice’s No. 330 are 
resistant in Canada but not in Britain 

1 he main differences between these five diseases of the pea, and the causative organ¬ 
isms are : 


.■Ip/ltMOHIVCeS . 

euteiches Aseoehyia />/» 

MyeosphaereUa 
ft inodes 

A sc why to pinodello 

Fusarium solam 
var. m. /. J 

C auses a root Leaf, stem, and 
rot pod spot. Not 

usually a root 
or foot rot 

Leaf, stem, and 
pod spot and a 
foot rot 

Same as M. />/- 
nodes 

j - - 

Foot rot 

N 0 e x t e r n a 1 Spots on leaves 
s y m p t 0 m s and pods tan 

above ground to brown, 

except general round,sunken, 

yellow disco!- with black, 

oration and thickened 

wilting edges sur¬ 

rounding paler 
tan centre. 
On stems and 
petioles long, 

| tan lesions 

Spots on leaves, 
stems, and pods 
brown to pur¬ 
plish, not so 
definitely de¬ 
limited as of 
/I. pisi. Stem ( 
spots mostly on 
nodes in black 
to purplish 
streaks 

Spots on leaves, 
not distinctive 
from M. pi no¬ 
des, but spots 
on pods smaller 
brown black 
arranged ob¬ 

liquely. Stem 
lesions same as 
M. pinodes 

Same as A. 
euteiches 

Oogonia, an- Pycnidia only, 
theridia, and in a group 

oospores at centre of 

lesion 

Pycnidia and 

pcrithccia. Pyc- 
nidia scattered 
but denser near 
edge of lesion 

Pycnidia only, 
scattered over 
lesion, very in¬ 
distinct, sunken 
into the lesion 

Only my¬ 
celium, in 
nature; 
spores only 
in culture 

Oospores Spore - tendrils 

red ; spores, 
10-18 x 2 5- 
5 5 /t ; mostly 

1 -septate 

Spore - tendrils 
light buff or 
flesh-coloured ; 
spores, 8-18 x 
2*5 ~S‘5F* most- 

No tendrils, 
spores, 4*5-13 
x 1-5-4 /t, uni¬ 
cellular, rarely 
2-cel led 

Spores 
curved, 3* 

septate, 

27-40 x 
4 * 5-5 /* 


ly 1-septate 
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faba ), blue lupin, common vetch 
(I*. sativa), and others u - "• **>. In 
some years yield is appreciably re¬ 
duced, losses in Australia in 1935-6 
being 47*7 per cent. (5 \ and seed¬ 
lings of the variety Greenfcast 
suffered a loss of 17-4 per cent., 
due to mosaic, though later in¬ 
fections had little effect on the 
yield lu \ 

The first symptom of the disease 
on garden peas is a clearing of 
the veins, that is, the appearance 
of light-coloured areas along the 
veins of the young leaves. This 
network of mottling is later replaced 
by a more general mottling in 
which the light areas often occur 
between the veins. Affected plants 
are stunted and pale, with small, 
occasionally distorted leaves (Fig. 

295). They flower later than healthy 

... plants, their pods are fewer, smaller 

!•««;. 2 t)s- I m»sa,c (photo by bolster & Noble) and scanti |y fiIIe d, and ripen later 

than usual. On several varieties the symptoms are variable. Thus a general 
chlorosis tends to develop on Alaska and Telephone while distinct mottling is 
observed on Alderman, World’s Record, and Market Surprise. On broad beans, 
first symptoms, consisting of a spotting of the leaves or of a clearing of the veins, 
give place later to a conspicuous mottling <IS *. Infection of red and crimson 
clovers is characteristic; the former under field conditions showing paleness and 
stunting with dwarfed leaves exhibiting a definite mosaic pattern ; the latter by 
a brilliant mottling of the leaves with severe stunting “*• ,5 '. Red clover is an 
important ‘ indicator ’ host for the present virus, for other viruses of the pea 
are not transmissible to red clover (T. pratense). On the lupin the disease is 
known as ' sore shin ’ ; it is characterised bv a slight stunting, with the top of the 
plant bending over and the appearance of a light brown streak extending the 
whole length of the stem within the curved side. 

Synonyms for the virus (Pisum virus 2 Doolittle & Jones) of pea mosaic are : 
Pea mosaic virus (Chamberlain 193ft, > 937 ) I Carden pea mosaic virus (Dickson 
1921); Common pea mosaic virus (Fierce 1935); Pea virus 3 (Fierce 1935 - 
Murphy & Fierce 1937); Pea mosaic virus 1 (Zaumever & Wade); Pea virus 2 
(Osborn) 1937; Pisum virus 2 (K. M. Smith); Lupin sore shin virus (Neill 
et at. 1934, fide Chamberlain 1935). Different strains of the virus exist "• 
Three, somewhat distinctive types, of pea mosaic are recorded in America . 
which all differ from the one described here, in that the viruses are not trans¬ 
missible to red clover. The present disease is also different from ' enation pea 
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mosaic \ known in England and the United States caused by another virus. 
The virus of pea mosaic is sap-transmissible <«>. It is spread through the agency 
of the aphides Macrosiphum pisi, Myzus persicae , and Aphis rumicis «*• «• '*>. No 
‘ ^cubation ’ period appears to be necessary for the infective principle, but the 
capacity for infection is early lost after feeding on healthy plants. Infection 
takes place within 15 minutes of insect visitation, even by single alate or apterous 
vectors, but infection is heavier the greater the number of the vectors ‘'s*. others 
have found little infection to take place by the flying type of aphids "j\ The 
virus is not seed borne <»*• »**. 

Numerous varieties of peas are reported to he more or less resistant to pea 
mosaic in America <">. Selection, and breeding experiments in New Zealand 
showed the varieties Lord Chancellor and Little Marvel to be immune or highly 
resistant, with promise of still better results towards immunity 6 \ 

For the control of pea mosaic, the crop should be grown as far away as possible 
from other susceptible plants, notably red clover, in which the virus is known 
to over-winter, whence it may be spread to the pea crop bv aphides in spring and 
summer (J - 6 - 
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Marsh Spot of Pea 

(non-parasitic) 

' Marsh spot ’, a deficiency disease, derives its name from the fact that it was 

T '“mol P T f T C J r ° PS Rr °" n ° n l0 ""‘yi"g marshland near the 

•ea . It has, however, been found in many places remote from the sea and on 

not to be reclaimed marshland. The trouble is fairly common in 
cially in Holland, and has probably existed in Britain as far back as 
/mptoms similar to those of marsh spot have also been observed on 
m the field, and on runner beans u. in. In son , c djstricts j 


soils known 
Europe, espi 

1845 C7». s 
broad beans 



SELECTED DISEASES 


PT. II 


6’6 


«® £ 
*S> 

Flu. 296.—Marsh spot of pea (photo bv Foistcr 
& Noble) 


causes considerable financial loss, 
some areas being quite unable to 
raise the crop u) ; in other affected 
areas losses are reported to be 
negligible 

The disorder affects the seeds of 
the culinary pea, and though it has 
been encountered in processed canned 
peas, so far it is not serious in the 
canning industry. Marsh spot is not 
caused by any organism, and the 
trouble may develop in a crop grown 


from perfectly healthy, as well as 
from affected, seeds from the same 
stock '*• 1 hough the cause of the trouble has not been satisfactorily 

explained, the general trend of opinion is that it is due mainly to a deficiency 
of available manganese in the soil *• '*• 's. 18>. 



Symptoms of marsh spot are not discernible until the peas are fully developed 
in their pods. Healthy and diseased seeds may lie together in the same pod, 
and pods containing healthy seeds or diseased seeds may grow on the same plant. 
Except in severe attacks affected seeds show no unusual symptoms from the outside 
and the testa has to be removed and the cotyledons separated before the typical 
symptoms are viewed. These consist of one or more discoloured spots on the 
inner surface of each cotyledon, usually at the centre, and hardly ever extending 
over the entire inner surface (Fig. 296). At first these spots have a water-soaked 
appearance and may be superficial or involve a fair depth of the cotyledonary 
tissues. Eventually one or more pockets filled with shrunken cells of a rusty red 
or greyish colour arc formed below the spots u *. Owing to the shrinkage of the 
dead cells, a cavity arises below a spot and the skin of the cotyledon may remain 
stretched taut over it like a drum (,7> . Sometimes the tip of the plumule is also 
affected and similarly discoloured. 

When the lesions are confined to the cotyledons germination of the affected 
seeds is not prevented, but if the plumule is also involved in the necrosis normal 
germination is interfered with. The plumule may perhaps grow for a little while 
in a distorted manner but soon becomes exhausted if the growing point is necrosed. 
Affected seedlings may, with varying degrees of success, produce young branches 
in the axils of the cotyledons, replacing the plumule which remains as a withered 
stump. Plumular injury is not often met with unless the cotyledons arc also 
affected ,M> . Apparently, some varieties of peas, c.g. Harrison’s Glory, when 
heavily affected, produce injured plumules, and the lesions on the cotyledons 


are unusually dccp. <5> 

Water-culture experiments have shown that seedlings grow normally for the 
first five weeks or so, but afterwards those receiving no manganese die. The 
foliage of seedlings deprived of manganese develop a severe mottling of the young 
leaves and brown lesions may be seen on the internodes and near the growing tip 
of the stem, all growth coming to an end two or three weeks before the flowers 
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are produced on plants receiving normal treatment. The addition of manganese 
to the cultures, at the rate of 500 mg. per litre, produced vigorous growth, the 
plants flowering freely and yielding a heavy crop of seeds «»'. In the field it 
has been observed that seeds in the later-formed pods of individual plants were 
more severely affected than those formed earlier, this being probably due to the 
larger amount of manganese still present in the latter «*. More affected seeds 
are usually found among the large peas of a sample than among the smaller ones 12 - < ’. 
1 here is no proof that marsh spot can be transmitted by seed «•«>. 

There is abundant evidence that the content of soluble manganese is low in 
soils which produce symptoms of marsh spot in peas. While small amounts 
may be sufficient to meet the early requirements of seedlings, they may not be 
adequate to enable them to reach fruition with abundant seed production «>«*. 
Experiments have shown that peas exhibit normal growth and production on soils 
with more than 0 3 mg. per cent, of manganese <*»•. It is, however, not an easy 
matter to determine in advance what soils are liable to cause marsh spot disease. 
Ihus, on the Lincoln silt soils containing small quantities of readily soluble 
manganese the disease occurs where the amount is particularly low. On the 
Romney Marsh soils, which contain considerable amounts of manganese oxides, 
marsh spot has not been found at pH values below 7 0. In the field, soluble 
manganese may be produced from the oxides in various ways : by reducing 
processes, by the fermentation of crop remains, by the application of farmyard 
manure, and acidifying fertilisers such as sulphate of ammonia '»■ (vide • grey 
speck of oats, p. 420). It has further been established that the mineral is more 
available to the plant in acid than in alkaline soils, but even in the former the 
pathological symptoms develop in the absence of manganese, indicating that soil 

T r T ! he ° n 'l f “ 1 ,or COnCerned ln general, observations agree that 
most soils which are slightly to moderately acid contain sufficient manganese for 
normal plant growth While there is little doubt that the availability of man- 
ganese in the soil is affected by liming, the presence of lime in the sod is not a 

l " \ f f'° r wb ' ch ma y favour mars h spot, and the trouble is apparently not 

ggrav a ted by a deficiency of potash or phosphates in the soil ,4 ». 

he incidence of marsh spot has also been considered in relation to the presence 

'".'u 6 ? 0i ‘ .• 3 dce P' "ell-drained area the plants "” 

probably provided with all the minerals they need for full development In 

fn alUheTl " haS bee " f ° Und ,hat ,he ,rouble » Prevalent 

Marsh snoT SCneS m Whe " ,he watcr -table was closest to the surface. 

Marsh spot was more severe on the heavy soils than on the light, one reason 

by sot y of e differe e n. dl . ffe r nCC “1 ,he h COnduc,in 8 P°" er drawing water possessed 
have been j ,cx ' ure - I" this connection, however, important differences 

an,I b 1 observed and 11 ls apparently not safe to conclude that water-table 

Tl rffii^r by ,hemseives ^ enough 

A micro-analysis of the content of seed affected with marsh spot has shown 

(plumule r 'and > ^radi^), n Mul"the*seedS' hc 

», h„w„„, , hro „ 8hou , P1 „ , hc 
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in the tissues at the centre of the cotyledons than in the testa, and higher again 
in the plumule and radicle than in the outer layers of the cotyledons. Accord- 
ingly, the suggestion is made that the migration of food contents from the cen¬ 
tral necrotic tissues in the cotyledons may partly account for the difference in 
manganese content of healthy and diseased peas The cytoplasmic contents 
early disappear from the necrosed cells, and the starch grains may disappear 
entirely " 7 ' or he left in a dry condition in the dead tissues ,7 ‘. There is no develop¬ 
ment of a cork layer between the necrosed and unaffected tissues in the cotyledons, 
and in the browned plumules necrosed areas have been seen in some cases to 
extend as tar as the apical bud, though microscopic tests revealed the presence 
ot suberin in the diseased walls in this region 17 *; but a brown deposit on the cell 
walls and in the intercellular spaces of the affected organs is thought by others 
to be merely a brown gummy deposit 07 

1 here is little doubt that varietal susceptibility to marsh spot exists among 
different kinds of peas. As already stated, there is some evidence in the field 
that the larger-seeded, heavy varieties are more severely affected than the lighter 
ones, but this has not been borne out in culture experiments <J - 4> . The trouble 
has been observed to be worse in the later main crop than in the early-maturing 
varieties, with small seeds Moreover, roundness of seed was also associated 

with earliness of maturity and resistance to it * 1 2 3 4 5 6 7 8 9 10 11 ‘. 

The varieties Union Jack, Earliest of All, Early White Seedling, First and 
Best, King of Serpette, Serpette, William the Conqueror, are usually free from 
marsh spot, while Peerless, Prestige, Sutton’s V.C., Onward, and Giant Stride 
have proved susceptible in the areas where they were tested (6 \ 

I he application of potassic manures, without the addition of nitrogenous 
fertilisers, has been shown to reduce the amount of marsh spot, and a balanced 
manorial treatment, or high nitrifiable nitrogen tended to increase the trouble <2> 8ftl . 
Others have failed to confirm the efficacy of potassium, under all conditions ; and 
there is apparently no correlation between previous croppings of an area and in¬ 
ducement to the development of marsh spot ,4) . Several investigators have found 
beneficial results to follow the spraying of the crop with a weak (0-25 to 1 per cent.) 
solution of manganese sulphate, and of the application to the soil of heavier dress¬ 
ings, at the rate of 1 to 2 cwt. per acre "°- ,6 '. Manganese-deficient sand cultures 

at Long Ashton showed that while peas showed the usual symptoms of marsh-spot, 
broad and runner beans were more resistant; and dwarf and runner beans, while 
not free from leaf symptoms, remained more resistant 19 ’. 
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DISK ASKS OK VKGKTABLKS 


Leaf Spot of Celery, S, ptorin ,i/>ii C hester & St ptorin apH-grarcoleutis Dorogin 


I ill" i> the most serious disease of celery in the British Isles "• -• °- lo * -*• -<*• 
aiul occurs also in many other countries. In America it is termed ‘ late blight * 
to distinguish it from the * early blight * due to Ccrcospora ,//»//. Two forms are 
found, a ‘ large spot and a ' small spot ' type, once regarded as due to varieties 
«>t the same fungus Sepfonn npii - . but now held to be caused In distinct though 
closely related species. .V. npii -■ ' and .V. npii-grntro/tntis respectively. There 
is no evidence that these two types of disease ever change from one to the other; 
in the field each i> usual!) found alone, though combined attacks have often been 
seen in the Argentine ' ; and in cultural and pathogenic studies each of 



WJ. I -ciif sp«»t «»l celery (.S‘»/»/*•»/</ n/tii and 
Srfilorin nil f). Leal showing tin* 

small spot type ««f llie disease (cause,I l»v ihe 
taller organism). Insets, lop. ihe enure fruil : 
helow, I he two one-see,le,l, hall Iruils showing 
tin* small Mack pyermlia (plmlos. I.fl. 241. I»y 
permission of Minis. Auric.) 


the two parasites appears to preserve 
its identity indefinitely. Another 
closely related fungus. .S’, pet rose lint, 
occurs on parsley but the diseases on 
the two crops are not inter-trans- 
missihle •*’. 

.S'. npii-grntro/rntis is found chiefly 
on the expanded green parts of the 
leaf but may fairly often be seen also 
in lesser amount on the blanched 
edible leaf stalks (Fig. 298). where 
.S', npii rarely occurs *"• ■«*. Plants 
heavily spotted by the former may 
be only half their normal size and 
owing to reduction in assimilatorv 
activity their leaf stalks are thin, 
dw arfed and unpalatable. The small 
spot type (Fig. 297) is much the 
more severe and it alone is respon¬ 


sible for the epidemic outbreaks that 
lave been reported in Fngland when 
he spotted form changes to a blight 
hat may destroy the crop U5> . The 
nature spots vary from 0 5 to 2 mm. 
11 diameter and are without sharply 
Icfincd margins, though the edges 
nav he raised ; adjacent spots often 
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I k;. j«>X. Leal >pm of ci lery. Leaf stalk scvere-l\ aHi-ctcd ; the minute black pycnidia are tin the 
surface ol the lesion*. Inset, left, upper surface ; right, under surface showing three spots on 
young leaflets (after Salmon Sc Ware. Wye Reports) 


fuse. Pycnidia arc usually visible as numerous small black dots on and outside 
the spots (Fir. 299 .x), sometimes appearing in great numbers on both surfaces 
of leaves and stalks showing no other obvious signs of infection ,27> . 

.S', apii is less common and the large irregular spots, 3 to 10 mm. in diameter, 
that it produces almost entirely on the leaf blades are usually widely spaced, bear 
only a few scattered pycnidia or none, and are less frequently followed by extensive 
secondary infections than the small spot type. The mature spot is demarcated 
from the sound tissues by a reddish-brown rim, outside which pycnidia do not 
occur nor have they been seen on the stalks. Both types begin as small chlorotic 
flecks, those due to .V. apii turning brown in the centre earlier than those of .S', apii- 
graveolcntis , the incubation period in which is some two days longer than that 
of .S', afm The latter causes relatively little injury either in America or in 
Britain, where it has never been reported in epidemic form or to result in serious 
depreciation of the crop ° 5) . 

'I he mycelium of both species in the leaf is composed of brown, sparingly septate, 
intercellular hyphac, from 1 to 5 /t across, which extend beyond the spot iii S. apii- 
graveolcntis but do not reach to its margin in .S\ apii ; the latter therefore kills the cells in 
advance of its growth. The pycnidia occur on both leaf surfaces. Those of .S’, apii are 
sparse, globose, 58 to 95/* in diameter, and restricted to the centre of the spots ; thev 
contain straight or slightly curved pvcnosporcs, measuring about 11 to 41 by 1 u> 2 - u 
with up to 4 septa. Those of S. apii-grarea/raHs are crowded, sub-globose] from 60 to 
!? 0,1 m d,amctcr ’ aml not restricted to the spots ; their spores are slightly flexuous 
b um. measure .7 to 6. by , 5 to 3 /* (Fig. 299 B. n). and may have as many as 7 aepu 

2'",^ S|U ^ ,eS ?■ ,l ' e number and in boll, the sc,,.a arc visible with 

difficul‘>) ■ . I yemdia also occur deeply embedded in the .vail of the two-seeded 
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truit, which, when ripe, splits into two halves, each firmly retaining its seed, so that the 
celery * seed ’ of commerce consists really of one-seeded half fruits (Fig. 297, insets). 

On spore germination the number of septa may increase or the spore may break 
up into segments, each able to give a germ-tube. Secondary non-septate spores 
may be borne on the pycnospores. In culture, growth is best at comparatively 


I*'ic. 299 .—Septoria apii-gravftleniis. . 7 , surface view of portion of leaf affected with the small 
spot type of celery spot, showing the small sub-epidermal pycnidia and ostioles. H, portion 
of leaf section showing a pycnidium ; note the extremely short conidiophorcs cutting olf the 
long, needle-shaped conidia. (', stomatal penetration at infection. D, the conidia showing 
septa. (B, from a slide by Macfarlane) 
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low temperatures, ceasing about 27° C. in S. apii and 25 0 C. in S. apii-graveoletitis. 
Infection occurs through the stomata (Fig. 299 c) or more commonly directly 
through the epidermis. The earlier (primary) attacks on the cotyledons and 
young leaves come from spores extruded from pycnidia embedded in the pericarp 
of the ‘ seed ’. The best conditions for germination of the latter and those for 
extrusion of spores, and for their germination and the infection of the young 
leaves, are quite similar, so that when the cotyledons emerge from infected seed 
they become contaminated by contact with the long spore tendrils given out in 
moist weather from the pycnidia ; this is especially likely to happen under the 
conditions of frame cultivation. Spores also reach the soil at this period, or later 
from the shed pericarp shells, and may be disseminated to the young seedlings 
by splashing. Primary spots are found on the seedlings from 9 to 12 days after 
germination, but it does not appear that mature pycnidia ordinarily develop while 
the plant is in the seedling stage, that is, before transplanting, so* that secondary 
spread to the aerial parts is not seen in the seed bed. After transplanting, secondary 
infection of the aerial parts occurs from the pycnidia on the primary lesions, 
dissemination of the spores being both by rain-splashing and by contact. In¬ 
fection in the seed bed can, however, occur below the soil, for it has been established 
that the roots can be attacked from germinating spores or mycelium in the soil 
and that infection can pass from root to root Over-wintering in the soil has 
not been found to occur, but conidia may continue to develop on decayed celery 
tissues from the previous crop and spores from dead leaves may retain vitality 
for nearly a year ,b ». In the deeply immersed pycnidia in the seed coat, viability 
has been preserved under good storage conditions for several years, but as a rule 
seed more than two years old can be regarded as fairly safe ' 6 - «>. 

The disease causes most injury when conditions favour the germination and 
growth of the fungus but retard growth of the host, as for instance during drv 
spclls with cool dewy nights ‘3. 35». A s already mentioned (see Chapter V, 

P- 175 ). »n a general way anything that favours the growth of the host increases 
susceptibility to infection as judged by the number and size of the spots (J6 >; 
moisture and the application of nitrogenous or ‘ complete * fertilisers may 
greatly increase the spotting, but they may also increase the growth of the host 
by so much that the net injury to the crop is lessened. In both the late and carlv 
blights of celery there is a lower percentage of total nitrogen in diseased than in 
healthy tissues {li> . 


Control of celery leaf spot is based primarily on the exclusion of infection 
trom the seed. Scarcely any sample of untreated commercial celery seed is free 
Se f >tona wh,ch ma y sometimes be found on over 80 per cent, of the seeds. 
In New York State it was estimated that one pycnidium from a seed sample 
released 3,675 spores < 2 '>. Seed completely free from Septoria was produced in 
England in 1928 by intensive spraying of the plants kept as seed bearers, with 
4.0 • 40 Bordeaux mixture applied twice in each of the months May, June and 

wh.nTk °T C3Ch A a UgUSt and Se P ,ember ’ the las ' four applications being made 
f ,hc P' an,s " cre fl««ermg and setting seed <«>. This was in a year when 

nches P °a, 'T T*' ^ ^ a PP lica,ions <»*«■« transplanting, at 0 

inches, at i S inches, and at maturity) will yield clean seed, i per cent. Bordeaux 



SELECTED DISEASES 


PT. II 


634 

mixture has also been successfully employed in Germany (,5) . In the seed bed 
and in the field 5 : 5 : 50 Bordeaux mixture gave the best results in Ohio, over 
four years 138 \ Though growers in Britain are reluctant to use copper-containing 
fungicides on the plants intended for consumption, both because of the trouble 
and because they are eaten raw, this objection does not extend to the plants grown 
for seed ; elsewhere it is sometimes the practice to spray the growing crop with 
Bordeaux, or Burgundy mixture *- 4 ’, or to dust it with 20 : 80 copper-lime dust 08 ', 
weekly applications of which are given in Alberta ,3i) . 

Seed disinfection by ordinary methods gives uncertain results owing to the 
deeply immersed position of the pycnidia in the pericarp. Copper sulphate, 
organic mercurials and the like have, however, been recommended ,4 > 17. 10.31 >. 

Better results have been obtained by immersing the seed for 3 hours in very dilute 
formaldehyde (1 in 300 to 400, or in 2 per cent, for 30 minutes ,w) ) which, if any¬ 
thing, stimulated germination, combined with disinfection of the soil in the frames 
with 2 per cent, formaldehyde U3> . Still better results are claimed for treatment 
of the seed with hot water ; 10 minutes at 48 C. has proved effective in Ger¬ 
many 30 minutes at 118 E. in the L’nited States and 10 minutes at 136' F. 
in New Zealand '“ J '. Immersion in hot water should be followed by a dip of 
2 minutes in cold water. The last-mentioned high-temperature bath is reported 
to reduce the germination of new seed by 10 per cent, and of two-year-old seed 
by 50 per cent., so that a preliminary test on a small sample is recommended. 

Crop rotation is advisable if there is risk of a carry-over in the debris from the 
last crop ,30 >. There is some evidence that the spores of both early and late blights 
of celery may be carried on workers' clothing Watering from above is danger¬ 
ous on account of splashing, once pycnidia appear. No commercial variety of 
celery is reported to have any pronounced degree of resistance to the disease (,8 * 36) . 
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White Blister of Cabbage, Cystopus Candidas (IVrs. cx Chew) Lev. 

This disease is common on cruciferous plants, which include turnip, cabbage 
cauliflower, radish, mustard, cress, rape, and many weeds zi . It is of little 
economic importance but is often reported to cause a good deal of damage to 
cabbage and its varieties. The causal parasite Cyst opus Candidas (Peronosporales) 
is found to be frequently associated in its attacks, with a near relative Peronospora 
parasitica (described below) which causes the downy mildew disease, and numerous 
instances arc known of considerable injury from combined attacks by these two 
fungi. 


All parts of the plant except the roo 
chalky pustules of this disease (Fig. 300). 
'They arc of variable size and shape on the 
leaves, stem, and inflorescence. Marked 
swelling and distortion of the attacked parts 
frequently result, especially in the inflor¬ 
escence which may become enormously 
thickened, up to twelve or fifteen times the 
normal thickness ; floral organs become 
swollen, fleshy, and develop a greenish or 
a violet colour, and persist instead of being 
thrown oft in the normal manner ; petals 
may become like sepals and the stamens 
leaf-like or occasionally like the carpels. 

The latter remain imperfectly closed while 
the ovules are usually atrophied, as are 
also the pollen grains, and thus sterility is 
caused. 1 he pustules of the parasite are 
usually developed on the swollen parts; the 
reproductive organs, oogonia andantheridia, 
and finally the oospores are generally found 
inside the swellings. 

T he effects of the parasite on the host 
tissues are profound In hypertrophied 
leaves the differentiation between palisade 


* may show the characteristic white 



l ie;. 300.—White blister of cabbage, broc¬ 
coli, etc. (Cystopus Candidas). Portion 
of cabbage leaf showing the floury pus¬ 
tules of sporangia (photo by Ogilvie, 
by permission of Long Ashton Res. 
Station). Inset, top. on leaf of broccoli 
(photo by Foister & Noble) (see also 

52, 75) 
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and spongy tissue is lost, all the cells of the mesophyll being twice or three times 
the ordinary size. In thickened stems the increase is due to a modification of the 
cortex into a tissue of large thin-walled cells with few intercellular spaces, sometimes 
by the development of new layers through cell division. In some hosts (cress) the 
cells of the endodermis and pith also multiply by division. The sclerenchyma 
between and over the bundles is altered to a thin-walled parenchyma like that of the 
cortex. 1 he cambium of the bundles retains its activity longer than the normal and 
the new elements are somewhat longer, and bands of parenchyma also occur in the 
xylem. The epidermis increases both as regards size and number of its cells 
and the number of stomata is augmented. In the thin-walled parenchyma, 
especially in the outer layers, chlorophyll and starch are copious, and in addition 
there is often a reddish-violet pigment in the cell sap in the neighbourhood of the 
conidial beds and in places where oogonia are developed. Starch may also be 
found in the cambium, endodermis, pith, and other parts in which it is usually 
absent ; in the branches of the inflorescence the same general changes are found. 
The general tendency throughout is to a lessening of the differentiation of tissues 
Particularly such as are secondary. Further, there is a similar tendency to reduce 
the differentiation of organs. Internally the general result is the development of a 
nutrient tissue of a more or less constant type. This tissue is rich in starch and 
up to a certain point the accumulation of food supplies is more than sufficient 
to counterbalance their consumption by the parasite. Later on, however, usually 
when spore production starts, the parasite consumes more than the host can manu¬ 
facture. 1 he result is the depletion of the nutrient cells and their consequent 
collapse and death. 'This is marked by the drying-up and turning brown of the 
infected parts and sometimes by complete disintegration of the soft tissues. 

1 he hyphae are unseptatc and the mycelium is intercellular (Fig. 52). Numerous 
very small, spherical haustoria arc sent into the nutrient cells, often a large number into 
each cell, branches from the internal mycelium collect below the epidermis into which 
numerous haustoria arc sent. From these hyphae the sporangial beds arise. The spor- 
angiophorcs or conidiophores arise close together under the epidermis, which is raised up 
into a blister ; they arc very thick-walled and measure about 35 to 40 by 15 to 17/i long. 

I he overlying epidermal cells swell and rupture along the softened middle lamellae, 
exposing the sporangial bed. The sporangia or conidia arc formed in hasipetal chains ; 
the first-formed spore is not capable of germination, its function being probably to aid in 
the alteration of the epidermis and the final break-though. The chains of sporangia 
break up into their individual elements by the solution of the jointed neck (disjunctor) 
of callosc between the sporangia. The iattcr are round, hyaline, multinuclcate, with 
uniform thin walls, and measure from 12 to 18/x in diameter. A sporangium may give 
rise to 4 to 8 hiciliatc zoospores. After coming to rest the latter develop a cell wall and 
form a germ-tube which is capable of infecting the host through the stomata. Distinct 
physiologic races of the fungus exist on various hosts <*• •• •». 

The oogonia and antheridia are formed in abundance in some hosts and in some 
localities ; in others they are rarely found ,4 - ,o1 . They occur chiefly in the hypertrophied 
parts of stems and inflorescences (Fig. 52). The oogonia arc spherical, about 50 to 60 ft 
in diameter, and may be found accompanied by a single clavate and much smaller anthcr- 
idium. The oospore is provided with a thickened wall which turns brown, and is provided 
with low, blunt ridges. The mature oospores measure from 40 to 55 ^ in diameter. They 
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survive in the soil and germinate after a period of rest of several months. Each spore 
may produce, within an extruded vesicle, up to 100 or more zoospores exactly like those 
formed in the sporangia. Primary infections are no doubt due to infection by zoospores 
from germinating oospores left in the soil or in plant debris from a previous crop. 

Germination of the asexual sporangia occurs over a range of temperature 
from 1 to i8 c C. They do not immediately on their attachment to a new host 
develop zoospores unless they are partially dried, and experiments have shown 
that the sporangia must suffer a loss of water content of about 30 per cent, of their 
maximum content before they can germinate. Under natural conditions, as on 
the leaf, this loss of water is directly related to the drying of the host tissues 
and is, therefore, dependent on intake of water and rate of transpiration. This 
occurs irrespective of the age of the sporangia <»'. Cotyledons and voung leaves 
are easily infected at the stomata, and in the substomatal cavities the germ-tubes 
form vesicles and with the appearance of intercellular mycelium haustoria soon 
become established in the tissues M ". 

Treatment is on the same lines as indicated below for downy mildew 


*• Berkeley, M. J. : ,848. J. Hurt. Soc. hi. 265. 

2 ‘ — 1851. Ibid, vi, 117. 

3. Butler, E. J : Fungi and nitrate in Plants. Calcutta. 

4. Davis, B. M.: 1900. Hot. Gas. xxvi, 296. 

5 - Hiura. M. ; 1930. Jap. J. Hot. v. 1. 

6. Mel bus, I. E. : 1911. Wise. Auric. Exp. Sin. Pet. Hull. 1 
7 - tapper, M. E. : 1933- J . Pomology, xi. 81. 

8. Ogashi, K. and Shibasaki, Y. : .934. Hull. Imp. Coll. Auric. & For. 
h ,i- “ Su « ano ' : 1 ‘>3 * • Jap. J. Hot. v. 82. 

10. Wagner. H.: 1895. Ann. Hot. x, 295. 


Japan. 18. 


Downy Mildew of Cabbage, Peronospora parasitic, (I V.) Tul, 

Downy mildew attacks many plants of the cruciferous family, including most 
f the cultivated species. It is frequently found on cabbage, cauliflower brussels 
grouts, on young seedlings as well as on moribund leaves of grown plan’s and on 
the plants m storage The causal fungus, ' ’ 

Peronospora parasitica, produces on the host 
much the same effect as that caused by Cystopus 
Candidas but not to the same extent. Owing to 
the frequent coexistence of the two fungi, it is 
not easy to separate their effects, but Peronospora 
produces a greater deformity in the stem; 

Cystopus, m the flowers. There is never any 
trace of the violet discoloration produced so 
often by Cystopus ( *». 

The fungus is visible as a thin, grevish- 
white, downy growth occurring in scattered 
patches on the under surface of the leaves in 
cabbage (Fig. 301), cauliflower, and turnip 



301.—Downy mildew of cab- 


. J .. GUI- 

Dage. etc. (Peronospora parasitica) 
(photo by Thung) 
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and in the radish may often be seen on the leaves, stem, and inflorescence. 
I he upper surface of the leaf is marked by white spots corresponding to the 
downy growth on the lower surface. In had attacks the spots may be so 
crowded that the leaf dries up, shrivels, and tears easily. In seedlings the whole 
under surface may he covered, and according to favourable moisture and tempera¬ 
ture relations and light intensity at germination, the oospores of the fungus may 
he found in abundance in the cotyledons while these spores may only be sparsely 
developed in the affected leaves « 6 >. Occasionally the roots are attacked ; the tissues 
blacken and rot near the surface, oospores are formed within the tissues, and 
conidiophores may be developed if the affected roots are exposed to the air. 

1 he internal changes differ from those caused by Cystopus in many respects. 
1 bus the palisade cells of the leaf are not changed and in the stem the cortex 
is less hypertrophied, the pith more. But, in general, the effect on the cells seems 
to be more destructive than in attacks by Cystopus. The mycelium is again ex¬ 
clusively between the cells ; the haustoria are large, elongated, club-shaped, 



Fig. 30 2 .— Peronos/tora parasitica. 
A , conidiophorc and conidia 
from shepherd's purse ( * 285). 
H, germination of conidium. C. 
oospores (A, from Butler’s 
Fungi mu/ Disease in Plants ; If. 
after Duggar ; after Berlese) 
(See also Fig. 83) 


twisted, and often branched, and may often be so 
crowded as to give the appearance of an intra¬ 
cellular mycelium (Fig. 83). 

The numerous erect, branched conidiophores 
emerge through the stomata on the under surface of 
the leaf and those of the stem and inflorescence. 
The conidiophores arise directly from the mycelium 
and arc often twisted on themselves at the base, 
several usually coming through each opening (Fig. 
302) ; they are from 200 to 300 ft long, and bear 
conidia only at the branched tips, in strong contrast 
to the spore beds of Cystopus formed under the epi¬ 
dermis ; towards the top they bifurcate six or eight 
times, the final branches being slender, pointed, and 
terminating in a single conidium. The conidia arc 
broadly oval, quite colourless 24 to 27 by 15 to 20/1 
in diameter. They germinate direct by a lateral germ- 
tube, not by forming zoospores as in Cystopus, and 
infection occurs both by direct penetration of the 
epidermis and through the stomata. 

Oospores arc borne in the interior of the host 
tissues at a later period than the conidia, or sometimes 
(especially in hypertrophied parts) alone. They re¬ 
semble those of Cystopus but are furnished eventually 
with a thicker wall which becomes swollen into crest- 
like folds, and is pale yellow. The 00spores arc 
globose, yellowish-brown, 30 to 40/* in diameter, 
germination again is by a germ-tube. 

Infection, as for Cystopus , occurs most easily in 
parts composed of young tissues. When infected, 
all or most of the leaves may bear conidiophores, 
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while some parts, especially the stem, may show no external change though the 
mycelium is found to be present in their tissues, having entered them while still 
in a young condition ,J) . 

P. parasitica appears to be specialised on some of its hosts, e.g. Brassicac and 
wallflowers 's', and it has been observed to be common on one host and absent 
from another in the vicinity. Single-spore cultures revealed slight differences 
ot a physiological nature between numerous strains, some of which also showed 
differences in sexual compatibility m . 

The fungus probably survives from season to season in the form of oospores 
released into the soil, and in plant debris; in the turnip the fungus is stated to 
over-winter as a resting mycelium within the roots ■«'. Little appears to he known 
about the effect of fertilisers in relation to the incidence of downy mildew except 
that cauliflowers suffering from potash deficiency are more liable to the disease »> 
I'-xpenments have shown that the time of year at which infection takes place is 
more important than any effect of fertilisers on the plants. Light appears to have 
an important influence on the green parts of plants in relation to susceptibility. 

1 he fungus was found to be capable of attacking chlorotic cotyledons and chlorotic 
parts of cabbages as well as green seedlings in spring and autumn, but during the 
winter, green seedlings were attacked with difficult or not at all, even at the same 
temperature It appears, therefore, that a special equilibrium of food substances 
and the condition of the chlorophyll in the host cells are factors which influence 
successful attacks by the parasite 

I he treatment consists of the removal of all cruciferous weeds capable of 

harbouring parasite. At the end of the season all crop refuse should be destroyed 

to get rid of the oospores, and rotation with non-cruciferous crops should'be 
practised 1 


1. Bruyn, II. L. (i. : 1935. Phytopath. xxv, K. 

~ ' 935 . Inst. voor Phylupath. Me,Id. 72. Wag™. 

3. Butler, fc. J. : 1918. Fungi amt Disease in Plants, Calcutta. 

4. Gardner, M. \V. : 1920. Phytopath. x, 321. 

5. Gaumann, K. : 1918. Ileih. lint. Ceniralb. xxv, 395. 

6 . I.c Beau, P. J and Pinckurd. J. A. : .942. Phytopath, xxxii, 648. 

7 . Quanjer H M. ; '9,8. Tijdsehr. PV/.iekt. xxxiv, 254. 

8. lhun K , I. II. : 1926. Ibid, xxxii, 161. 


Ring Spot of Cabbage, Mycosphaerclla brassicicola (I)uby) Oudem. 

' King spot ’ disease is common on the leaves of cabbages, cauliflowers and 
other crucifers but occurs in Britain chiefly on broccoli. While it causes'litde 
arm to the plants in general, severe spotting of the outer leaves and stem may 
cause some amount of loss of foliage, and if the season is continuously wet increase 

-/h r' fr ° m ° UtC . r K° T" ICaVCS USUa "- V rCSul,s in retarded growth u. 6. „ 

1 he disease is caused by Mycosphaerclla brassicicola (Pyrenomycetes) Oi 

Parts of the host, except the cotyledons and youngest leaves of the crown 

a, ^ T*' an<i inClUdc ,hc Stem ’ the -ore or less mature leaves flow"; 
talks, sepals, fruits, and seeds, but it is the outer leaves that suffer most'. Leaf 
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spots may be few and large, up to an 
inch in diameter, or small, numerous, 
and scattered, and in severe infections the 
entire leaf may be involved and killed. 
Early symptoms on the leaves (Fig. 303) 
consist of small, dark-purple spots, visible 
from both sides, which, as they increase 
in area, develop different tints of dis¬ 
coloration in a concentric manner (‘ ring 
spot *) so that the older spots have a 
brown centre of dead tissue surrounded 
by successive zones of grey and yellow 
brown, and sometimes the surrounding 
lamina may vary in colour from normal 
green to yellow ochre, or brown, the 
colour of the dead leaf <7) . The concen¬ 
tric rings in the spots are further en¬ 
hanced when the fungus adopts the same 
arrangement for the production of the 
dark-coloured pvcnidial and perithecial 
fructifications which may occur on both 
surfaces of the spots but more abundantly 
on the upper side. I .esions which appear on the under side of the midrib arc roughly 
rectangular, often .} inch long or more and \ inch wide, and are of a dark neutral- 
grey colour. Similar lesions mav also occur on the flower stalks and on the stem, 


I-Hi. .IO.I- Hini* spot of cabhaec (.' Mytos/thae - 
nil a hinssiricnln) (photo bv Foistcr & 
Noble) 


on which they extend for an inch or more and may sometimes girdle it entirely. 
Lesions on the floral parts usually consist of small spots on the sepals, which later 
may become covered with pycnidia, and of tiny spots on the fruits which develop 
in such number as to coalesce and cover entire fruits which become shrivelled and 
dry. Fruit lesions may extend through the pericarp into the seed, rarely, however, 
penetrating further than the testa, but as the fruits perish the pericarp gets covered 
with pycnidia and perithecia. 


Pycnidia usually appear on the leaf spots while the leaves are still green ; they are 
sub-epidermal, dark, globose, 75 to 100/x in diameter; pycnospores are unicellular, 
hacilliform, straight or slightly curved, thin-walled, hyaline, and measure from 3 to 7 5 
by 1 to 2 75 /x ; the pycnospores ooze out through the ostioles in a pink, gelatinous 
thread Perithecia may occur at the same time as pycnidia, or more commonly later, 
in the autumn ; they are flask-shaped or pyriform, 90 to 125 by 80 to 112/x ; asci arc 
cylindrical-oblong, 8-spored, 40 to 50 by 8 to 12/x ; ascosporcs (Fig. 304) are bicellular, 
oblong or slightly fusiform, hyaline, straight or slightly curved, constricted at the septum, 
measuring from 15 to 25 by 3*5 to 5-5 ft «*• 7 *. High humidities and low temperatures arc 
conducive to the development of perithecia, and ascospore-discharge takes place over a 
wide range of temperature from o° to 25 0 C.' 7 '. 

The role of the pycnospores in the spread of the disease is uncertain and the 
perithecia which may be found during the autumn, winter and spring, appear to 
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he solely responsible for the renewal of 
infections ,7) . Discharge of ascospores 
takes place under humid conditions and 
the spores are disseminated by splashing 
rain or conveyed on wet clothes of 
workers < 7 ». Infection of the leaves is 
stomatal, and a closely septated branch¬ 
ing mycelium, 2 to 4-5/1 wide, at first 
hyaline but later darkening, occupies 
the cells and intercellular spaces of the 
leaf. The mycelium extends from one 
epidermis to the other, and in about 
three and four weeks after infection, 
pycnidia and perithecia appear, respect¬ 
ively, from globose masses of cells laid 
down in the sub-stomatal cavities, at 

wcler PP Vh, and , IO " Cr SUrfaCeSOf ,eaf ' lnfeC,io " is loured by cool, moist 
22 C ';'f “ pt,mum temperature for ascosporc germination is between ,5 and 

'a v a ,1 d 8 °° d m - vcd,al g™th can take place at 8-8 C\, but the 
disease declines rapidly at higher temperatures, up to 24 CV 7 ‘ 

* eed “ «««» a »x*'e. when the fruits become in- 

seed mU h, I Tf ' h ' S disetse is b °™e, but as a precaution 

Soread nf tb V " '“.T*** in " a " r « 55 or for 30 minutes at 50 C. 
•Spread of the disease may be largely checked hv removing the outer and older 

-A 

1. Anon.: i<> 33 - Minis. Agrie. Bull. (A. 

2. Grove, VV. B. : .914. J. R oy . // or/ . xl> - 6 

3- I935- British Stem am! Ixuf Fungi, i, o. 

4 - Omun, A. V.. and Anderson. «*. j. : ,9,5. PJ iylofMl/l . v> 260. 

5 - Salmon, t. S., and Wormald, II.: i<im 7 e.r j,,,;, /• n .»• 

• ^ J; u.s. b,„. zt yr - 4H - 

7. Werner, j. L.: ,926. J. Agric. lies. xxxi., 97 . 43 * 


Light Leaf Spot of Cabbage, Gloeosporium concentricum (Fr.) Berk. & Br 

,h ' di “- - J™ 2t“i„ 0 b n „; h L“r“' t 
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*' U! - 3 ° 5 *—t*wht leaf spot of broccoli (Glwtporiunt 
concentricum). The lesions on parts of the upper 
surface (left) and on the under surface (right) of 
the leaf. Inset, close-up of a lesion showing the 
white sporing areas (photos by Eoister & Noble) 


petioles and inflorescence or curd 
as well ,l - 7 ’. Later, a conspicuous 
l feature is the pure, snow-white, 

f » <y, fluffy appearance of the spots, but 

wet weather during the season. 

!f* 5 F J p any serious injury to the solid 

^ heart of the cabbage, or curd of 

l'i«;. 305.—Light leaf spot of broccoli (Gloeotporiunt f * ,c cauliflower. 

Z'rhZ'n'7,1' '?'■ '“■T” °. n |Mr, ‘ " f ,h ‘- “PP" The individual spots in the 

surface (lilt) anil on the under surface (richtl of . • 1 ■■ 

the leaf. Inset, close-up of a lesion showing the conccntr,c groups are very small, 
white sporing areas (photos by Eoister & Noble) being frequently less than I mm. 

across, and each spot usually de¬ 
velops a single ace r vu I us (Fig. 306). The latter is laid down between the cuticle 
and epidermis and when from pressure of spores the cuticle is finally broken 
through the spores escape to the surface in the form of a fine gelatinous tendril 
issuing through a tiny opening in the cuticular roof of the accrvulus. Similar 
features accompany the formation of spores on the cauliflower on which the 
sporing lesions developing in abundance on midribs and petioles turn brown or 
black almost as soon as the spores have broken through the cuticle, so that the 
snow-whiteness of the spots, a 

typical feature during sporulation 0 

on the cabbage, appears to be of ft k 

shorter duration on the cauli- *** P 

flower. On the larger veins 

petioles of the cauliflower leaf, the ^ ' 

lesions form narrow linear scars \f 0 

with upraised margins, and - K \1.C 
they get older become sunken at J 

the centre before being finally A. J 

delimited from the surrounding 18. / 

tissue by the formation of cork. ' 

Leaf spot is caused by a fungus 
which has been variously placed in the 

genera Cylindrosporium and (linen- ** J 

sporium, the present designation l>eing 

Gloeosporium concentricum *• *• •• E10. 306 .—(Slaeotporium concentricum. Section of cauli- 

The accrvulus (Fig. 306). between I 1 ""." Iraf . * ho * in * a portion of an accrvulus; 

. . . . broken cuticle at the top. and epidermis below 

cuticle and epidermis, arises on a ( > 3 r, 4 ) (a f,er Halsey, Proe. Roy. Soc. Viet.) 


IS 






Cfe/ti 
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thin but well-defined stroma from which mycelium passing between the epidermal cells 
extends for variable distances into the intercellular spaces of the mesophyll of the leaf 01 
cortex of the petiole, as the case may be. The stroma gives rise to a close palisade of very 
short, branched conidiophores from the tips of which conidia are abstrictcd in succession. 
With the rupture of the overlying cuticle the acervuli become slightly erumpent and the 
spores ooze out in tendril fashion on to the leaf surface. The conidia'arc cylindrical with 
rounded ends, unicellular and generally biguttulatc ; according to different authors 
spore dimensions arc variable ; thus, from 104 to 131 by 2 5 to 2 8/x ; 8 5 to i S by 
2 5 to 5 5 F ’» 6 to '4 b y 2 *<> 4 5 1 1 '*’• spores germinate easily in water, preferably 
under neutral reaction to form a single terminal or sub-terminal germ-tube «•'. Growth 
in culture on Dox’s agar, at an optimum temperature between 18° and 20° C\, produced 
Puckered, cream-coloured colonies of rather slow grow th, covered with spores ; at higher 
temperatures of 22 to 25 C., spherical black bodies resembling sclerotia, 140 to 270,1 
in diameter, appeared <«•; others found such dark-coloured bodies in culture to be 
pyemdia containing a hvmcnial layer of conidiophores bearing conidia while similar 
•sclerotia! bodies have also been found with no internal organisation for the production of 

Inoculation of young cauliflower plants by spraying them with a spore sus¬ 
pension showed the period of incubation to be about 10 days <7 \ the period on 
the cabbage varying from 13 to 15 days «*. Penetration appears to be more readily 
effected at the lower than the upper surface of the leaf, and takes place direct 
t trough the cuticle, even the walls of the guard cells being penetrated and stomatal 
entry seems to be entirely precluded 17 >. 

Although leaf spot may assume serious proportions in wet seasons, once the 
plants arc in good heart there is little to fear from occasional rain. If spots appear 
on the outer leaves the latter should be removed and destroyed. On infected 
land a change of crop from brassicas is recommended for one of two seasons. 

1. Anon. : 1939. ll'aile Ret. Inn. S. Auttr. 1937.8. 

2. Berkeley, M. J.: 1851. J. Hon. Soc. vi. 117. 

*' ( .T . ,/" d = »*SO. Ann. Mag. Nat. lint. v. 

4. Cdbral, R. \ . dc (». : 1940. Renteria, ix, 18. 

5. (irevillc, R. K.: 1823. Sc. Crypt. FI. i, No. 27. 

"• — 1824. Flora F.dinensis, 471. 

7 - Ilalscy, I*. J.: ,934. /W Hoy , &«. Vic. xlvii, 96. 

8. Moore, W. C ..el al .: 1939. Trans. Bril. Myc. Sac. xx.ii, 273. 

9 - 1 homson, J. R. : ,936. Ibid. xx. 123. 


Black Ring Spot of Cabbage 

and'other ir h U rLf eaSC irst in " in ' 934 , on cabbage, sprouts, 

nd other brassicas near Cambridge, and has since been recorded chiefly from 

in'sco I "y he SOU,h and east of ,:ngland and sou »> Wales «»»; the first occurrence 

viz stock n s ,7/,/',') ‘V 9 '' 1 « C , d ; sease iS widc| y d ' s,r 'buted on numerous hosts. 

' stocks (Matl/iiola mama & M. mama var. annua), wallflower (on which it 

“ 3 , hrL ; a , ,n « ' of ,he especially of the blood-red 

cahh. , ( "T nS and ° ,hl -- rs - A disease known as ‘ black rim, ' of 

b zrihtr- in »b. .tan.,,o ! 

Hr,tarn, «h,ch ,n add,,,on the hosts already named attacks rhubarb, CW 
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podium album, C. mura/e, spinach, Stellaria media , swede, turnip, watercress, 
honesty ( l.unaria annua), Turkish and white hurley tobacco, and Nicotiana 
glutinosa 17 Another disease observed in Wisconsin, in 1937, called ‘ ring necrosis ’, 
resembles ‘ ring spot ’ in several respects, but the properties of its causal virus, 
its host range, and symptoms are different * 2) . 

The symptoms of black ring spot in the field occur on full-grown cabbage and 
sprouts. The older leaves in particular are covered with necrotic rings uniformly 
distributed over the surface. The rings are almost black in colour and deeply 
sunken in the tissue. In smaller plants the necrosis may take the form of circular 
or irregular lesions. Inoculations made into healthy cabbage seedlings with sap 
expressed from diseased plants of A icotiana glutinosa (a species highly susceptible 
to the virus) produced symptoms of ring spot in 20 days ; as a rule, necrosis 
developed on the inoculated leaves, and systemic infection showed in the younger 
leaves as a mosaic mottle which gave a marbled effect, but there was no pre¬ 
liminary clearing of the veins, such as appears with another virus attacking the 
cabbage, namely that of cabbage mosaic. Necrotic rings developed later in the 
voung seedlings and, occasionally, chlorotic rings as well (5> . On cauliflower 
and broccoli diffuse systemic mottling develops, following inoculation of the 
seedlings. Small, pale-green, roughly circular areas stand out in marked contrast 
to the normal dark-green colour of the leaf. In the field, old infected broccoli repeat 
the same feature of necrotic rings as was shown in affected cabbages in the field (61 . 
Similar observations were made on inoculated plants in California affected with 
' black ring ’; in this area the disease was prone to appear during cool weather <7> . 

Synonyms for the virus ( Brassica virus / Smith) of this spot disease arc: 
Wallflower mosaic virus (Smith 1935); Cabbage ring spot virus (Smith 1935) I 
Cabbage black spot virus (Tompkins 1935. 1 937 ) I Cabbage mosaic virus (Larson & 
Walker 1939. in part). The virus is sap-transmissible and is spread by Myzus 
persicae and, in California, by Brn icoryne brassicae which breed on the host ,6> 7> - 
The virus is not persistent in the vectors which must make frequent visits to fresh 
sources to maintain infection. There is no evidence of transmission by seed. 

As the disease occurs on a wide range of cruciferous plants and on various 
weeds, the chief means of control lies in the eradication, as far as possible, of all 
sources where the insect vectors hibernate. This is not an easy task since the 
vectors are known to multiply freely on all kinds of cruciferous debris, particularly 
of cabbage. 

1. Dennis, K. \V. CJ., and Foistcr, C. E.: 1942. Trans. Brit. Myc. Soc. xxv, 280. 

2. Larson, R. II., and Walker, J. C. : 1941. J. Auric. Res. lxii, 475. 

3 - Moore, W. C.: 1943 - Minis. Auric. Butt. 126. 

4. Smith, K. M. : 1935. (ittints \ Chron. iii, 98, 112. 

5 - - 1935 * Ann. A ftp. Biot, xxii, 239. 

6. — 1937 * Textbook of Virus Diseases, J. Sc A. Churchill, Ltd. 

7. Tompkins, C. M.. et at. : 1937. Phytopath, xxvii, 955. 

Powdery Mildew of Cucumber and Melon, Erysiphe cichoracearum DC. 

Powdery mildew caused by Krysiphe cichoracearum (Ascomycctes) is vcr > 
common on plants belonging to the cucumber family. The fungus also attacks 
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a large number of hosts widely divergent in classification, which include potato 
seedlings ,6a >, lettuce cineraria ,8 \ sunflower (,h \ tobacco seedlings ' ,0, , 

mango trees ,,7 \ and others. It occurs commonly in Britain on cucumbers and 
vegetable marrows grown in frames and greenhouses <"• ,i \ and is reported in 
the United States to cause considerable losses on cantaloupe melons ,,, \ 

cucumber and vegetable marrow under excessively moist conditions 
the mildew begins to appear as small white areas on the leaves and stems but not 
on the fruit. v Unless checked, the spots cover entire leaves on which the character¬ 
istic white powdery conidial fructifications of the fungus soon appear. The conidia 
are easily conveyed to fresh leaves by wind currents, or when the plants are splashed 
during careless watering. On cantaloupe melons the stem and leaves and basal 
parts of the crown may often be covered with these white fructifications, especially 
on parts overshaded by the leaves, close to the soil, and on the under side of the 
lowermost leaves. From such parts the mildew spreads over to the upper leaf 
surfaces and to the younger leaves and stems, and also to adjacent healthy plants «•». 
In general, the effect of the mildew by covering stems and leaves with its mycelial 
web is to check growth and induce chlorosis, and the fruit suffers by reduction 
in size and quality. 


K. achoracearum includes numerous physiologic races which differ widely in virulence 
and in morphological features, especially in the size 
of the conidia It is interesting to note that infec¬ 
tion experiments conducted with this fungus on a 
variety of hosts resistant to it showed the unusual 
feature of repeated attempts being made at penetra¬ 
tion of the host. After the first penetration-process 
from the conidial germ-tube had been checked bv 
the development of a papilla in the epidermal wall, a 
second, and sometimes a third process would arise 
from the germ-tube only to be stopped again at the 
same stage of attempted entry «». The fungus forms 
a tangled web of mycelium over the surface of stems 
and leaves, and rather large spherical haustoria arc 
developed in the epidermal cells (Fig. 307 f). The 
superficial mycelium gives rise to a great profusion 
of erect conidiophores bearing conidia which vary 
considerably in dimensions according to their race 
0 ''E- 3°7 A ) ; thus, in one race they are from 24 4 to 
35'39 by 12 55 to 20 53 /z < ", and in another from 33 8 
to 63 8 by 18-8 to 319/4 "«». Perithecia are of rare 
occurrence, due possibly to the great majority of 
infections being caused by strains sexually alike! the 
fungus being probably hetcrothallic ; "thus, peri¬ 
thecia have been found only on certain parts of , ’ Mi ’ 3 ° 7 ~ Kr X*iphe cichoracearum , 
diseased leaves where probably sexually compatible Tl ", d l f ucumb 'r. 

hr! ,he u ngus had es,ablished unio "; *•*>• «nid^srr„d' ! ioZr to B l . 

, owever, been reported from localities of cold asci and ascospores. I-:, 

climate, and on cucumber plants in the oocn *■«» ascospores. F, haustoria (after 

• Salmon, Torrey Bot. Club) 
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Like the conidia, the globose perithecia and their spores vary widely in dimensions, from 
80 to 140/4 in diameter, containing about 10 to 15 ellipsoid, more or less stalked asci 
(I-:g. 307 b, c, d), 58 to 90 by 30 to 50 / 4 , furnished with 2, rarely 3, oval or sub-cylindrical 
ascospores, 20 to 28 by 12 to 20 /i "* a> ; from another race the dimensions were 124 to 
169,4, 64 to 86 by 34 to 49,/. and 30 to 45 by 15 to 26 //, for perithecia, asci, and 
ascospores respectively Powder)* mildew of cucurbits in the Volga region of Russia 
showed the presence, in addition to this species, of a varietal form of the organism of 
the hop mildew, Sphacrothcca humttli, namely, the form fuliginea (,5) . 

New races of A. cichorocearum are believed to arise by hybridisation, for 
cantaloupe melons hitherto resistant in the same locality were later attacked ,7) . 
It is interesting to note that the perithecia of this fungus found on Jerusalem 
artichokes, in New Jersey, were infested with another fungus, Cicinnobolus cesatii, 
killing the ascocarps and then living on in the moribund tissues of the leaves of 
the host { +\ 

Owing to the rarity of perithecia, powdery mildew in frames and glasshouses 
probably survives from year to year in the form of conidia or mycelium on host- 
remains of the previous season. Moreover, the fungus has been found throughout 
autumn and winter on volunteer plants of various species of cucurbits, and in 
California susceptible host plants may be found in almost unbroken succession 
throughout the year w> . 

As already mentioned, powdery mildew of cucurbits is encouraged in the green¬ 
house by excessive humidity <6 ', and out in the open the disease is liable to develop 
during wet periods after the plants have reached a certain age, the trouble in¬ 
creasing more and more as the foliage becomes luxuriant (2) . But even during 
comparatively dry periods the fungus may still be active provided heavy dews 
occur at night l7 ’, but long periods of dry weather definitely arrest the trouble. 

Water-culture experiments, incorporating silicic acid, have shown the bene¬ 
ficial effect of this substance in increasing the resistance of cucumber plants to 
mildew, and the incubation period of the parasite is prolonged, owing probably 
to the deposition of silica in the epidermis ° 8 '. When boron was supplied to 
sunflower plants exposed to infection they showed little or no mildew (,6) . 

Control of humidity in the greenhouse or frame as a check to mildew is a 
difficult problem in view of the great needs of all cucurbits for water to encourage 
succulence in the fruits. These can be met, however, if by watering the soil the 
atmosphere in the house is not rendered too moist, and retention of water around 
the roots is greatly assisted by adding plenty of humus to the soil. 

Ciood protection against mildew can be given by dusting with finely divided 
sulphur, and appreciable increments of yield are reported after this treatment <s * 6I - 
(iood results also follow upon spraying with liver of sulphur, 1 oz. per 3 gallons 
of water or 1 per cent. Bordeaux or Burgundy mixture, either of these mixtures 
being applied twice — first, when the disease breaks out, and again 3 or 4 weeks 
later ,s - 6) . Satisfactory control has also been obtained with ' shirlan paste plus 
agral N ’, the spray being given every 3 or 4 days during the first month of attack, 
and at weekly intervals after ; during this programme it is advisable to remove 
the oldest leaves so as to help thinning out, and the plants should be sprayed until 
the leaves drip (u> . 
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Anthracnose of Cucumber, Co/lelotridimn lagenarium (Pass.) I 2 II. & Halst. 

Anthracnose is a destructive disease of cucumbers, watermelons, cantaloups, 
and gourds ,4> . It was first reported in England in 1871 to attack cucumber {i \ 
and occurs locally on this host as well as on vegetable marrow and melon in 
England. I he disease is common in Europe, America, and other areas ,7 * ,J) . 

The disease affects cucumbers in the open and under glass ,4) . All parts 
of the host are liable to attack. In the crop the general effect is a parched or 
scorched appearance and spotting of the leaves, the chief damage being due to 
the destruction of the lamina, though petioles, stems, and fruits also suffer. The 
disease shows itself somewhat late in the growing season, breaking out in rather 
restricted areas, extending slowly at first but spreading quickly in wet weather. 
As a damping-off disease of cucumber seedlings, anthracnose is not common, 
but when affected, the young plants arc attacked at soil-level and a shrinkage 
of the tissues brings about their collapse •«>. On established plants, early 
spots on the leaves usually appear above a vein as pale-green water-soaked areas, 
soon becoming dry and of a reddish-brown colour, with a yellow zone around.’ 
1 he spots increase in size and join together, the browned areas cracking or falling 
out, and the leaf dies. On the upper surface of the leaf lesions, small pink acervuli 
may be found. On leaf stalks and stems the lesions arc linear or oval, slightly 
sunken, water-soaked and yellowish, but quickly dry out and become powdery. 
Sometimes stem lesions are so deep, or girdle the stem so completely, that entire 
s loots pensh. Spots on the fruit are pale-green, more or less circular, sunken 

b ack SP T a , bU ?fr'r ,0 f ° rm buff ° r P ink masses ’ turning 

„I, °" n P c the black les.ons may show white craters on which the 

be r c V om'e aPPCar Th ^ lesions dr y OUI - the 'issues below 

may become exposed by crack.ng of the surface ; if such fruit lesions attain any 
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Anthracnose of cucurbits is caused by Colletotrichum lagenarium (Melanconialcs) * ■*>. 
In Russia, the form of the fungus which attacks cucumber, melon, and water-melon does 
not affect the vegetable marrow, though the form attacking the marrow is pathogenic to 
other cucurbits —. Acervuh arise from sub-epidermal stromata. The spores are 
unicellular, oblong or ovate-oblong, slightly pointed at one end, 13 to 19 by 4 to 6 a, 
f" m ,hc mass ; sctac ar « numerous. 2- to 3-scptate. brown, thick-walled, 90 to 120/x 
<»ng ••• Some have described pycnidia in addition to acervuli««»», but the former are 
Hrlievcd to be only a stage in the development of the acervular stroma When 

cultures ot two strains of the organism growing together were exposed to ultra-violet 
rays, numerous perithecia of a * (domerella * type formed along the line of junction «•*, 
but these bodies have not been observed in nature.- So-called ‘ sclcrotia ’ which have 
been observed in fruit lesions appear to be only a stage in the further development 
ol the stromatic tissue under the lesions ; they have also been found in culture »». 

Spore germination is strongly aerobic ; the minimum temperature is 4 0 C. 
and the optimum between 22 and 27 C. Conidia have been observed, in water 
at 14 to 18 (,., to produce chlamydospores which developed a mycelium; the 
latter is at first colourless and thin-walled, septated, hut later becomes thick-walled, 
dark brown, the cells again appearing like chlamydospores It is not clear 
how the fungus survives from season to season. It is suggested that one method 
may be by chlamydospores or through sclerotia developed on host debris <*•». 

I he fungus is known to survive saprophyticallv on rotten wood in the glasshouse 
and in straw manure from beds in infected houses, and infection may thus spread 
to fresh crops. I here is no substantial evidence that the disease is carried by 
seed, though it may sometimes occur if infected fruit-pulp still remains adherent 
to fresh seed, otherwise it is difficult to account for the introduction of the disease 
into new areas It appears to be the custom, therefore, for growers to use 
older seed in preference to new. In general, early infections are seen to arise on 
the under side of the leaves, due probably to spores being splashed by rain from 
infected debris on the ground, or carried through the soil in drainage water. 

W ith constant high humidities of 87 to 95 per cent, the disease is produced 
over a wide range of temperature, but most severely at 24 C. By keeping the 
temperature unusually low or high the trouble is materially checked but the effect 
of these extreme conditions on the host is injurious ,,4 >. In Hungary, on the other 
hand, the disease was favoured by comparatively low temperatures at 12 0 to 14 C., 
the conidia remaining viable after exposure to o C. during the winter m) . 

Since the fungus grows saprophyticallv on various materials such as wood 
and straw, efficient cleansing of glasshouses with disinfectant is essential <l6) . f or 
this purpose an emulsion of cresylic acid with pure, potash soft soap, 1 gallon 
of acid to 8 lb. of soap, heated until dissolved and used at a strength of 1 in 50 
of water, on the woodwork, is recommended ,s ‘. At the first signs of disease the 
plants should be sprayed with potassium sulphide, using flour paste for better 
adhesion, the proportions being 5 lb. flour, 4 lb. sulphide, per 100 gallons of 
water, a second application being given a week later, preferably in the evening, 
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and the surplus spray should be removed next morning with water Excessive 
humidity and sharp fluctuations of temperature in the glasshouse should be avoided 
the maintenance of a constant day-and-night temperature being most import¬ 
ant . When seed contamination is suspected, disinfection may be ensured bv 
steeping for 5 minutes in a solution of 1 in 1,000 mercuric chloride '«• *»». 
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Blotch Disease of Cucumber and Melon, Ccranpora mdonis Cooke 

This disease was first discovered in England in 1896 on leaves of melon It 
S n e ' n . agam '' n '. 9 °+. <>" leaves of cucumber in Mayes, Middlesex, and in this 
instance loss of fruit was reported to he very heavy Since the discovery of 
c resistant variety, Butcher’s Disease Register ’blotch’ has practically 
d sappeared from cucumber culture, but sporadic outbreaks are st/reported 
to occur on other varieties m various parts of England and Wales. P 

of „ ■ Sympt0ms °" ,he leaves of cucumber consist of numerous irregular spots 

brown and'Th,°r, U|>PtT S " rfaCt '’ palt ' Brecn al first ’ lur "'"K yellow and then 
crumhiinp rh^ d ' SC ° lH [ aI,on s P rcads s <> ‘loickly. the leaves becoming dry and 
mbhng, that entire leaves perish within twenty four hours of infection 
I he fruit remains small, or fails to develop. '"lection . 

The fungus causing leaf blotch, Ccrrospora melons i, a member of .he u , 
conidia, 80 by i, in a widest 

the conidiophore, and arc from i to .2 or 1 e-semate « In , ‘ , or ,hree on 

mycelium is at first colourless, then changes to a greenish brown" ini'"™ 'i* ahundanl 
fusely as to develop a velvety pad covering th, c l . broun and sporulatcs so pro- 

few hours at 20° to 22° C\, the germ-tubes being dc^Wd f C ° n,d,a Rerminale within a 
spore **>. 6 eloped from the two end cells of the 
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When infected leaves fall to the ground the contained mycelium may grow 
out on to the surface of the soil and may even form conidia — somewhat smaller 
than those on the leaves — which, if dispersed bv wind or splashing water bring 
about fresh infections. If the soil remains moist the mycelium continues to 
extend and produce more conidia as long as moist conditions and high tempera¬ 
tures last. Thereafter this soil mycelium passes over into a resting condition and 
is said to survive from one season to the next. The disease is only epidemic under 
glass when moisture is excessive and temperatures are high. Under these conditions 
when the foliage is rendered soft, especially if the plants are in shade, infections 
are easily established u) . In the open the plants are rarely infected, and lightly 
affected ones taken out of the greenhouse sometimes recover. 

I his disease is difficult to eradicate from glasshouses and frames, and drastic 
cleansing with disinfectant and thorough removal of all soil which has become 
contaminated with mycelium and infected plant debris, is essential before another 
planting of cucumber in fresh soil is made. Fortunately, the variety Butcher’s 
Disease Register is highly resistant, and though it may’sometimes show a few 
disease spots on the cotyledons, these usually develop no further <«>. Owing to 
the survival of the fungus on leaves left on the soil over winter, all leaf debris 
should be collected and burned. Little benefit is reported from spraying the 
plants to check the disease, but with adequate ventilation good results were 
obtained using potassium sulphide, 2 oz. in 3 gallons of water and adding 2 oz. 
of soft soap, the spray being directed especially towards the under side of the 
leaves 

1. Anon. : 1002. J. /it/. Auric, ix, 196. 

2. (*<»okc, M. C. : 1896. (irtints', Chron. xx, 271. 

3. Green. D. K. : 1929. /bid. Ixxxvi, 449. 

•»• — 19.U. J. Hoy. I lor I. Site. Ivii, 63. 

5. Maze, I*., and Guxsow, li. : 1904. J. Hoy. Agrie. Soc. Ixv, 270. 


Bacterial or Marginal Spot of Lettuce, Pseudomonas marginalis 

(N. A. Brown) Stapp 

This disease first appeared in England during the summer of 1921 in a garden 
where 75 per cent, of the lettuce plants were attacked 18 ' and is now fairly common 
throughout Britain. Several bacterial diseases of lettuce arc known in different 
parts of the United States and the one called ‘ Kansas disease ’, on greenhouse 
lettuce, is probably the same as ‘ marginal spot * i3 \ 

The disease is caused by the bacterial organism Pseudomonas marginalis w ** 5, ’\ 
the specific name being descriptive of the characteristic symptom of a brown 
discoloration along the margins of the leaves. Marginal withering of lettuce 
leaves may also be caused by Hotrytis cinerea (see ‘ grey mould ’, p. 657), and may 
sometimes be due to deficiency troubles particularly of potash in short supply 17 ®' l0, • 
Early symptoms appear when the lettuce plants are about half grown. On 
leaves in the same whorl, of much the same age, the marginal discoloration appears 
at various points, and may vary from mere specks to areas 2 to 3 cm. long, which 
by coalescence may extend into strips up to 7 cm. long. The oldest leaves on 
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the outside may show a wilting only at the tips, but these outer leaves are frequently 
entirely unaffected. From the browned margin the discoloration works back¬ 
wards until the veins of the leaf appear as a fine brown network <«>. Later the 
entire leaf droops, the midrib turns a rusty brown colour, and finally becomes 
soft and pulpy (7 ». The infection does not extend down the entire leaf, and is 
not of the nature of a rot or soft decay, but the discoloration mars the appearance 
of the leaves, making the plants unacceptable for market 

The organism of bacterial spot of lettuce has been variously named by different 
authors. It appears to be synonymous with B. marginah B. pyocyaneus ,7 \ and closely 
related to B. aptatum'". It is described as “ motile, with 1 or 2 polar flagella; rod-shaped ; 
occurring singly, or in pairs, or in short chains ; forms capsules but not spores ; measures 
from 1-5 to 3 0 by 0 75 to 1-65/1 ; gram-negative ; not acid-fast ; facultative anaerobic ; 
green fluorescent; liquefies gelatine ; nitrates not reduced ; produces ammonia ; colonies 
on beef-extract-agar (/>I1 6 9) in 8 days, white to creamy, round, or with slightly irregular 
edge, smooth Other bacteria, P. viridilivida , and B. phytophthorum (p. 483), have 
also been isolated from lettuce affected with marginal disease of the foliage ,T 

The organism is soil borne, and is highly resistant to extremes of temperature ; it 
survived in a refrigerator for 9 to 10 months and retained its virulence for more than a 
year*". On a peptone-broth medium + 15, the temperatures for growth were 38' maxi¬ 
mum, 25-26 optimum, with a minimum below o C.o*. 


Infection takes place through the stomata of the leaves, or at points where 
drops of water collect at the leaf margin. The disease is frequently associated 
with heavily manured autumn crops watered overhead " 

In well-ventilated greenhouses * marginal spot 1 is hardly known, but is greatly 
fostered by high humidities. Its spread in the greenhouse is effected chief! v 
through careless watering, for since the organism is a soil inhabitant, overhead 
watering causes soil to be spattered on to the leaves and infection of the wetted 
leaf is therefore ensured. Watering should be directed to the roots or done by 


sub-irrigation. 
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Downy Mildew of Lettuce, B re mi a lactucae Rcgcl 

Downy mildew of lettuce is a disease mostly of young seedlings under glass 
but plants of all ages may be attacked, though less severely in the open & ' 

'he dlsease has been known ,n Europe since 1843 *•. in America, about 
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1875 ' 4) , and is now of common 
occurrence wherever lettuce is 
cultivated. It is of more import¬ 
ance on winter and early spring 
crops than on those grown during 
the warmer months of the year. 
Appreciable losses from downy 
mildew are experienced in storage 
and during transit overseas, and 
the disease is hardly checked even 
at the low temperature of the 
refrigerator. Still greater losses 
may occur if the mildew is suc¬ 
ceed, d, as so often happens, by 
the Jiotry/is,' grey mould 'disease. 

Seedlings in the frame are 
attacked very soon after germina¬ 
tion, but seed transmission is 
considered negligible, each crop 
becoming infected from a pre¬ 
vious one Its spread during 
the winter is mostly in patches, 
but sometimes it may sweep 
through an entire stand of young 
plants. Seedlings attacked soon 
after emergence may be killed off, and older ones, from loss of the early leaves 
through disease, remain stunted and make but poor growth. The check to growth 
is not so evident on plants which are more or less well established, but this does 


I 10. joX. Downy mildew 
(photo l>\ (>uilvit', l>\ 
Ki-s. Station) 
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not decrease their liability to infection. 


When older plants are attacked, early symptoms of downy mildew may be 
seen on the lowermost leaves, especially on those shaded over and in contact 
with the soil. These early signs consist of light-green or yellow spots, J to inch 
in diameter, scattered on the upper surface of the leaves, and which later become 
covered on the corresponding areas on the under surface with patches of the snowy 
white mycelium and sporangia of the mildew (Fig. 308). Individual spots may 
spread, join together, anti later turn brown in colour. 


Downy mildew of lettuce is caused by the fungus Uremia /actuate (Peronosporales). 
The asexual fructifications are developed in great profusion on affected foliage, but t ><- 
oospore stage occurs rarely The sporangiuphorcs emerge through the stomata in group.'* 
of two or three, and have an average length of 190/t, before they branch out in dichotomous 
or trichotomous fashion near the top, to form numerous short branches which hna > 
terminate in flattened expansions, like the upturned palm of the hand, the digits repre. 
senting so many fine stcrigmata each hearing an oval-shaped spore (Hg- 3°9 A ) . * 

spores are hyaline, papillate, and measure on an average 18-5 by 17-5 /* ; they germi ’ 
mostly direct by germ-tube, but also indirectly bv formation of zoospores (fig- 3°9 h > 1 ^ 
It is reported that spores which were developed at the lower temperatures from Dcccin k 
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lid. 309 .—Uremia laclutae. . /. spora.ujiophorc and .. 

direct (termination. H. indirect germination of the spor.n K ium *'’ (T 
//, sporan«.oph,,re cmcr«in« through a stoma (after M.lbrath. J ? 

10 March formed zoospores more readily than those developed durin K the warmer mrts 

to !h Suhd " ed f ,Rhl ,,r darkncs *- and a temperature of to C. arc most favourable 

COmoarativ r P r t "' ‘ Z " HS| ’" ri ' S ' and " is probable that infections which take place at 
comparatively low temperatures are effected bv zoospores, and those at somcwhafhi. I, 

:,rr' u f T, by di r for r ion ,,f *• 

raiirr stints r, lr 

spherical oospores, zfi-jS p in diameter.’ have not, so far, been found in Jhc ’ 




Bremta I actuate attacks also various wild species of the lettuce kind r,.„. 
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Downy mildew of lettuce is favoured by comparatively low temperatures 
and high relative atmospheric humidities <•“. Few, if any, fresh infections occur 
in the open during the summer and during spells of dry weather. The rapidity 
with which fresh attacks come on immediately after rain indicates that infections 
may already have been established at an earlier stage but held in abeyance until 
the arrival of more humid conditions {w - ,z '. 

Lettuce varieties differ considerably in their resistance to downy mildew (I - 7) . 
Strain i of B. lactucac isolated mainly from outdoor lettuce attacks: Arctic King, 
Attractie, Blatchford’s (iiant. White Cos, Borough Wonder, Chcshunt Early Giant, 
Eeltham King, Forcing Mildew Resistant, Webb’s Wonderful, and Celtuce, while 
Finney’s ‘ 27 ' and Grand Rapids are resistant. Strain found mainly on indoor 
lettuce, attacks all cultivated varieties tested " 0,, '. 

Though the lettuce plant is essentially moisture-loving excessive moisture 
should be avoided in the greenhouse during early growth at low temperatures 
if seedlings are to grow healthily. Spraying the seedlings with Bordeaux mixture 
4 : 4 : 5 ° is recommended two or three times before transplanting (l * 8 '. Over¬ 

head watering, especially on dull days, should be avoided, and there is less risk 
from disease if the plants are sub-irrigated, the surplus water being allowed to 
drain away Treatment of the seed-bed with formalin (2> or 4 folosan ’ dust 
gives some measure of control over the mildew ,l) \ 
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Ring Spot of Lettuce, Marssonina funial Ionia na (Berk) Magn. 

4 Ring spot ' disease of lettuce is of importance in Britain only on winter 
lettuce (grown from seed sown in late summer), on plants set out in the open to 
head in the late spring. There is little danger of the trouble occurring on spring 
lettuce, and it is rare in the frames, though the first record in England was on 
lettuce under glass <*>. Summer lettuce is also fairly safe from attack under dry, 
warm conditions, but may suffer if allowed to grow on to the autumn " 4 ‘. In 
other countries the disease is reported to do great damage to greenhouse lettuce 4 , 
and in New York State where it occurs on early spring and late outdoor plantings 
it is prevalent too, in the greenhouse ,7 '. 

This disease was first discovered in Italy in 1894; the first record in Britain 


CH. XIV 


VEGETABLES 


655 



occurred in 1912, but not on outdoor 
crops until 1922, at Swanley, Kent, 
where growers reported that whole areas 
of several acres were “ so badly attacked 
that we shall have to plough them 
in ” (,2) . In America the disease was first 
reported in 1895, in Ohio ,,3 \ and in 
Victoria, Australia, in 1919, probably 
from importation of contaminated 
seed ,3) . 

Ring spot attacks lettuce under cool, 
damp conditions, at all stages of growth, 
from young seedlings to mature plants. 

The former are rapidly browned and 
destroyed and soon become converted 
into a soft, slimy mass. In the beds, the 
affected plants are yellowed or browned, 
the discoloration progressing from the 
outer to the inner leaves until entire 
heads are often destroyed. On the ex¬ 
panded leaves early infections begin as 
small, water-soaked areas which vary 
from mere points to spots 3 to 4 mm. 
across, circular, or angular in shape if they are close to the larger veins. As they 
enlarge, the spots turn yellow and then brown, the tissue gradually dving off from 
the centre towards the margin (Fig. 310). A characteristic feature of the disease, 
giving it the name of ‘ ring spot is the ultimate dropping out of the central part 
of a spot, leaving a shot-hole, so that a perforated lamina helps, at a later stage, to 
distinguish this disease from two other maladies of the lettuce, which otherwise it 
closely resembles, viz. ‘ marginal spot 1 (p. 650), and * grey mould * (p. 657), but 
the bacterial leaf spots are more yellow brown than this, and those of the liotrytis 
grey-mould dry out and turn black \ The brown spots on the lamina may extend 
to about 2 mm. in diameter before they develop a white or pinkish-white layer of 
spores, or the centre may drop out, leaving the hole with a white or pale-pink fringe 
of spores, but most commonly the edges of the holes are brown <•**. The symptoms 
on the stem, and on the larger veins, the midrib in particular, as seen from the under 
side of the leaf, are somewhat different, consisting of a series of sunken lesions 
rather elongated in the direction of stem or vein, ranging from 4 to 5 bv 2 to 2-5 
mm. in diameter, and are straw yellow, or reddish yellow as thev get older,' a feature 
which prompted some of the earlier observers to call this a rust disease of lettuce 
Sometimes the lesions on the leaf petioles may be so deep as to cause the lamina to 
hend over ■«>. Rusty-brown spots are also reported to occur on the inflorescences 
and fruit clusters ,l,) . 

Ring spot is caused hv Marssonina panaUmiana, a member of the Fungi Imperfecti of 
the group Melancomales The spores (Fig. 3 n) breaking through the epider^s 


10. 310.- Kin« spot of lettuce (Murssoninn 
fxiikil/oniuiia) (photo l>\ l’oi»tcr& Noble) 



656 


PT. II 



SELECTED DISEASES 

of the pustule (acervulus) are borne on short 
conidiophores, are colourless singly, but white or 
P a |c P"»k in the mass, club-shaped,slightly curved, 
uniseptate, 12 to 17 by 3 to 4/ z. They germinate 
at temperatures up to 25 C\, producing in culture 
a slender, septated mycelium, with scant spolia¬ 
tion'*- "*• 

There is no clear indication of the manner 
in which this disease is carried over from one 
season to the next. The chief source of infect- 
ivity is believed to be from diseased plant 
debris being allowed to remain on land in 
which the crop is planted over and over again, 
though such infected material is said to be 
innocuous after eight months or less ,7 - 141 but 
may possibly survive longer under certain circumstances. There is also the prob¬ 
ability of its longer survival in the soil, and it is certainly carried to clean land 
with manure containing lettuce trash The organism also attacks certain 

weeds, near relatives of the lettuce, notably Lac turn scar iota (believed to be the 
progenitor of the cultivated plant). L. spicata , and L. canadensis ; and several 
other species of the genus yield to infection in the seedling stage i7 \ There is 
little doubt that the disease may be seed borne " 4l but others have failed to 
establish this 

Whatever be the means of primary infection, whether from contaminated 
seed or from a renewal of sporing on infected leaf debris in the soil, the first signs 
of disease consist of small spots on the under side of some of the outer leaves, 
such as would be caused by the splashing of spores from the soil. It is recorded 
that, from the sowing of contaminated seed, a latent period, as long as two months, 
is passed through before the appearance of symptoms, and it is suggested that 
spores carried up in germination, in contact with the cotyledons, remain ungermin¬ 
ated, but viable, for a considerable time ' M \ Infection having been established 
in the outer leaves, the fungus may proceed direct from leaf to leaf in contact, 
so that an entire plant may thus become infected. Even when direct penetration 
may not go as far inwards as to reach the heart leaves, secondary infections brought 
about by spores being splashed from the lesions on the older, outer leaves may 
form fresh lesions on the upper parts of the inner leaves, or on any of the leaves 
of neighbouring healthy plants. In wet weather, spores produced in immense 
numbers in these leaf lesions are washed down to the crown of the plant, and 
so the leaf stalks become infected, with the result that there is considerable withering 
of older leaves and fresh infections of younger ones The disease is most 

prevalent in damp or rainy weather, and is favoured by rather low temperatures 1,5 
There is little doubt that the disease is aggravated by growing lettuce in the 
same ground from year to year. Remains of diseased plants should not, therefore, 
be allowed to remain on the soil, or be dug in, or conveyed to the manure heap, 
but collected and destroyed by burning. Rotations of three years are recom¬ 
mended lit . If seed treatment is decided upon, this should be done with a clear 


CH. XIV 


VEGETABLES 657 

solution of bleaching powder (i part in io of water, by weight, allowed to stand 
for \ hour, and then strained), steeping being done for 4 to 6 hours, keeping 
the temperature below 25' C., and sowing as soon as possible (,4) . Spraying the 
soil, after sowing, with a 1 per cent, solution of lithium nitrate is reported to reduce 
the amount of disease Spraying of seedlings with a 3 : 6 : 50 Bordeaux 
mixture is also recommended <">, but plants dipped in the mixture previous 
to planting out were checked and no apparent control was obtained 

It appears that no variety of lettuce is immune from ring spot disease, but 
there are various grades of resistance to it. The varieties Trocadero, Lobjoits* 
Green, Hardy Winter White, are all susceptible (, -\ while May King, Svston 
Glory, and Standwell show least infection 18 '. 


'• £ Ppcl ’ °:* a " d La ' bach * F - : **> 8 - Arb. K. Biol. Ami./. La,,,!., u. Font, vi, *8. 
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Grey Mould of Lettuce, Botrytis entered Fr. 

■ Grey mould * attacks lettuce practically all the year round and is most de¬ 
structive on the plants in the open. Early planting out from cold frames, even as 
car y as January and February, naturally appeals to the commercial grower 
and such fostering of growth to induce early maturity is greatly encouraging 

he cold r SC ' , " C condi,ions and “dosed humidity existing in 

the cold frame during winter when ventilation is attended with risk from frost 

«hen daylight is poor and fogs are common, the plants are tall and spindly and 
highly subject to grey mould disease «»'. Under these conditions mortality of 
seedlings is very high and up to 75 per cent, of the crop mav be lost within afew 
weeks of being set out in the open 

This disease attacks young plants at ground-level and is a tvpical ‘ collar rot ’ 



SELECTED DISEASES 


PT. II 


65 s 


they are discarded, their scars on 
the stems fail to heal over owing 
to excessive moisture. The seed¬ 
lings are, in consequence, open to 
immediate attack through these 
channels by various organisms, the 
most common of these being Botrv- 
tis cincrea, a fungus which is respons¬ 
ible for the grey, mouldy condition 
of a wide range of plants, including 
flowers and fruits as well as vege¬ 
table matter, under humid condi¬ 
tions. This fungus is especially 
favoured when first presented with 
moribund tissue such as, here, the 
decayed cotyledons and lowermost 
leaves of the seedlings, or failing 
these the exposed tissues of wounds or open scars. Stimulated bv this pabulum, 
its virulence is increased and the fungus is enabled to penetrate further through 
the diseased tissue, or open scar, into the stem. When seedlings are crowded 
together in the frame, these incipient stem or collar infections are very difficult to 
detect, and there is little doubt that a very high percentage of seedlings unsus¬ 
pected of harbouring the disease are planted out in the open. 

About a week after transplanting, older leaves of affected plants collapse and 
become dull and yellow (l-'ig. 312). Such leaves show at the base a characteristic 
reddish-brown discoloration which may extend not only to the leaf margin but 
round and up the stem as well, the tissues of which become more and more involved. 
Disintegration of the stem at the collar may set in so rapidly that the green shoot 
above falls over before there is any wilting of the younger leaves Over the 
surface of the browned diseased portions, the whitish-grey conidial fructifications 
of If. tinned usually appear in great abundance (Fig. 77 i>). 

On plants set out in the spring, about April, and examined some two months 
later when well established, there is considerably less disease than on the earlier 



l’l«;. .11.:. <»rc\ mouKI of lettuce cinnca) 

<pitoto lt\ (>a*il\ie. I*\ permission of l.onc Ashton 
Kcs. Station) 


plants and it is confined mainly to the outer leaves at their basal parts in contact 
with the soil. In these parts, dark, almost black lesions may extend about half-way 
around the stem and a number of reddish-brown sclerotia may be found embedded 
in these lesions. These hard bodies, often as many as six in a lesion, arc club- 
shaped w ith the narrower end projecting downwards, and may be accompanied 
by a sparse growth of conidia covering the surface of the lesion. On the decay o 
the host the sclerotia are liberated into the soil where they are capable of sur\i\a 


over long periods ami serve as a means for the renewal of the disease. 

Lettuce tissue affected with grey mould almost invariably yields, in artificial culture, 
not only one or more strains of If. cincrea. but also one or more other fungi, mainly those 
of the damping-off kind such as l\/hiuni and Rhizoctonia (pp. 57X. f>6o). together witn 
Uremia fuel near (p. 65 1) the organism causing downy mildew of lettuce. It 'f P <>,n,c ‘ 
out «»* that these organisms often contribute to the general effect of grey mould, il nu ett , 
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they may not actually be the precursors to the more serious Dotrytis. Grey mould 
appears, therefore, to be a congeries of infection in which, however, the Dotrytis organism 
early becomes predominant though not always the first to attack. Two fairly distinctive- 
strains, or groups of strains, of R. cinerea are recorded to be capable of causing grey- 
mould of lettuce <•>. They are called 4 A ’ and ‘ B \ The 4 A * group has a much greater 
capacity for forming sclerotia than the 4 B * group, but 4 B ’ produces conidia in much 

greater abundance than 4 A The following are the dimensions of the conidia : 4 A ’_ 

ovate-oblong, 60 to 15 0 by 5 0 to 9-2/* (average, il l by 7-25,*) ; 4 B '—round, 5 0 to 
* 3 ‘ 2 by 5 ° 10 lo op (average, 9 7 by 8-o/x). They are borne on branched conidiophorcs 
forming dense, more or less apical tufts, grey or turning brown, each conidium being 
carried at the end of a minute sterigma. The sclerotia, of variable size, are club-shaped, 
dark-brown or black, about 6 mm. long, with a rough warty surface ,, \ 


The fungus hibernates on the surface of the soil in the form of sclerotia, but 
may also quite possibly survive under the protection afforded in the frame, in 
the form of mycelium or conidia kept alive on lettuce debris from the previous 
season. When the sclerotia germinate they produce a coating of mycelium which 
soon gives rise to conidiophorcs and conidia. 

Infection of seedlings is believed to take place very early, soon after the seed- 
coats are carried up out of the soil during germination. Conidia lurking on the 
surface of the soil may possibly be picked up by the emerging seed coats, and are 
therefore close at hand for infection. The chief way of attack is through the open 
scars on the young stem, left after the fall of the cotyledons or first leaves, at the 
time when the plants are crowded together in a humid environment. As long 
as the seedlings are capable of retaining their cotyledons and first leaves intact long 
enough to carry them well above the soil, and become green, or if after the natural 
fall of these early leaves their scars are allowed to heal, the seedlings are tolerably 
safe from attack provided the young tender leaves do not make contact with 
diseased seedlings. Older leaves may become infected if, by drooping over, the 
tips or margins come to touch contaminated soil. In some cases, under crowded 
growth, there appears to be direct infection of the stem base from the soil, but this 
is due probably to actual contact of the tender stem with infected trash. Other 
leal injuries, such as those caused by slugs, frost or sun scorch, may also invite 
infection. 


Notwithstanding the recognised fact that D. cinerea is a parasite of weak 
propensities, it kills the host tissues in advance of the actual extent of invasion 
I'rom a point of inoculation, say on the stem, discoloration extends for a consider¬ 
able distance above the point of penetration, and this may be present in the leaves 
and wilting take place without their occupation by the fungus at all. This shows 
that grey mould is a true vascular wilt which results from the toxic action of fungal 
secretions being carried up along the vascular system of the plant in advance 
ot the limits of fungal invasion The same lethal effect is produced when 
moist, infected debris comes into contact with healthy plants, as in the case of 
direct stem infection cited above. 


I he factors of the environment most favourable to the incidence of erev 
mou'd are a high degree of humidity and a low temperature. Under the com- 
paratively dr.er and warmer conditions existing over winter in the frame the 
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trouble is not serious, but when the plants are transferred to the open, the drop 
in temperature, the wetter and colder conditions in the soil, danger from frost 
and sudden thaw, all contribute to the progress of the disease, and plants but 
lightly attacked in the frame soon develop more serious symptoms of browning 
and decay in the open 

There are various kinds of lettuce which are comparatively resistant to this 
disease. The lax open type, such as the variety Trocadero, is more prone to the 
disease than the compact cabbage type. The varieties Lee’s Immense, Hick’s 
Hardy White, Bath’s Black-seeded, Arctic King, Imperial, Winter White, and 
varieties of the (Jotte group, are all satisfactory winter varieties, while Continuity 
and Trocadero are very susceptible. Early spring varieties recommended are 
May Queen, May King, and Keltluim King "• *■ **'. 

I*Or control of the disease in the frame some growers use a powder fungicide 
(' tolosan ’) lor light dusting, but the practice tends to check growth and the plants 
thereafter are more sensitive to frost. The powder may be worked into the soil to 
a depth of 2 in. at the rate of 1 oper square yard, or it may be sprinkled on the 
surface after sowing It the mould appears when the seedlings are very young 
they should be dusted very lightly, but older ones can stand dusting at intervals 
of 3 to 4 weeks, preferably when they are slightly moist, a final dusting being 
given before the plants are lifted. No dustings should be done during periods 
of severe frost. Soil treatment may be carried out about 10 days before planting, 
with a 2 per cent, solution of formalin, the surface of the soil being well saturated 
at the rate of 1 gallon per square yard 17 
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Damping-OfT or Bottom Rot of Lettuce, Cortnium ( Rhizoctonia ) 
so/tnii ( Prill. Cx Delacr.) Bourd. & (»alz. 

Damping-off ’ and ‘ grey mould ' diseases of lettuce have much in common and, 
as above indicated (p. 658), the fungus ('.or tin am ( Rhizoctonia ) so/ani, which is 
the cause of damping-off, is also associated with Hotrytis cimrca in the symptoms 
presented by grey mould disease. Rythium sp. may also be implicated ua *. 

Damping-off is actually only the first phase of the disease affecting young 
seedlings in boxes or frames. Mature plants may also be attacked and the name 
‘ bottom rot ' applied to the disease in America is descriptive of the later stage 
when fully grown plants are destroyed at the base. In the I'nited States it is 
held to be the most important disease of lettuce and has been extensively studied 
there, and losses of about 30 per cent, of the crop are quite common in New 
York State every year *. «. 5. o. 7*. 
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In the seed beds damping- 
off breaks out sporadically and 
entire patches of young plants 
may be ruined (Fig. 313). Later, 
they may fall prey to Botrytis 
and become covered with the 
characteristic grey fructifica¬ 
tions of that organism. Under 
conditions of high humidity the 
seedlings are attacked at or a 
little below soil-level, the stem 
becoming brown and constricted 
and young seedlings so affected 
fall over and die. The symp¬ 
toms of typical bottom rot are l*i«. 3*3* Dampini'-olf {Khizuftonio so/a 11 i) of lettuce on 
seen when the plants are mature. *c«llmK*. *»n m-ht (photo by Ouilvie, by permission 

. . . ot l.«»ru» Ashton Kn. Station) 

Mrst signs appear on leaves in 

contact with the ground, in the form of small, rusty to chocolate-brown spots on 
the under side of the midrib. Infection extends along the midrib to the blade, 
and entire leaves may be destroyed, but the stem is more resistant. The outer 
leaves are the first to wilt and brown and the entire head eventually turns brown 
and slimy, but later dries out becoming almost black and mummified. In this 
condition the heads fall off owing to the complete disintegration of the stem at 
the base. 



Rhizoctonm sohim, already described in this book in connection with ‘ black 
scurf ’ of potato (p. 524) and * damping-off ’ of sugar beet fp. 583), is a common 
inhabitant ot the soil, and there are several races of the parasite. The race attacking 
lettuce has bigger sclerotia than the one infecting the potato. Sclerotia may be 
found embedded at the base of the petioles, and are more or less covered with a 
web ot mycelium which is almost devoid of colour. On lettuce again, as on 
potato and sugar beet, the existence of Curticiuni , the perfect stage of the fungus, 
is rare. 1 he sclerotia, on decay of lettuce heads, are liberated into the soil, and 
survive the winter if not too deeply buried. There is evidence, too, that the 
mycelium is capable of over-wintering in the soil ,7> . 

New infections may arise from the germination of sclerotia, and perhaps also 
from the rejuvenescence of resting mycelium, in the soil. Sclerotia placed on 
the soil under mature plants in the greenhouse produced mycelium in twentv- 
four hours, and within a similar period lesions appeared on the petioles. The 
fungus may penetrate uninjured leaves through the cuticle, not merely through 
stomata, to develop an intercellular mycelium in both epidermal and mesophvll 
tissues. It further spreads over the surface of the leaf in many directions, forming 
appressoria-like clusters of hyphac from which new branches are developed for 
further penetrations. The mycelium develops mostly in the epidermis, but may 
also be found in the phloem and even in the xylem vessels. 

This disease is favoured by warm, moist weather. Infections in the trreen- 
house. at temperatures of 24 to 32 C, were more serious than at lower tempera- 
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lures of 16 to 24 the sclerotia do not germinate, and the disease is 

checked, at low temperatures. In the case of attacks on mature plants, air tempera¬ 
ture is more important than soil temperature, presumably because the attacks 
are made above ground. The reverse is the case during the early, damping-off 
phase of the disease for the attacks are then directed at the parts of the seedling 
just lie-low or at soil-level, and are favoured by comparatively low temperatures. 
Infections demand high degrees of atmospheric humidity and soil moisture. 

I he trouble is aggravated in a heavily manured soil of high water-holding capacity, 
hut the reaction of the soil appears to have little influence on it <?> 

As so many crops are liable to attack from R. so/am, the usual rotations are 

attended with risk. Cultivation of lettuce in ridges helps to ward off the disease, 

thus ensuring better ventilation and soil drainage than when grown on flat ground. 

( jooci results are reported following treatment with the dust product ‘ folosan \ 

on the lines indicated for control of grey mould. A preparation known as 4 DuBay 

7 .V mercury phosphate) is also recommended for control of the 4 bottom 

rot condition It is applied before the disease is liable to appear, which is 

usually two weeks before the crop is mature, and is better done when the plants 

and sod are dry I he dust must be blown well under the plants and against the 

stem covering the surface of the soil under each plant with a fine dusting of the 

pouder. I he chemical is poisonous, and protection of the face during operations 

is advised ; no harmful effects follow from eating the treated lettuce, but it is 

recommended that no dusting should be made 12 days before harvesting the 
crop p 
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Lettuce Mosaic 


This virus disease of lettuce, frequently called ‘ rust ’ by the growers, was 
first described in Florida and appears to have been recorded in England in 
1931 It occurs on both * cos and ' cabbage ' varieties of lettuce, doing con¬ 
siderable damage, chiefly to winter plants ; it is not commonly found on greenhouse 
lettuce Weeds such as common groundsel and prickly sow-thistle have 

been found to harbour the virus, and both sweet peas and garden peas are sus¬ 
ceptible to the virus of lettuce mosaic 


On fully grown varieties of cabbage lettuce in the field the disease has a 
dwarfing effect, the plants are imperfectly hearted, and show a mottling or yellowing 
with a distortion and scorching of the leaves (Fig. 314). A clearing of the veins 
is a common feature in both young and old plants, this being usually the first 
sign of the trouble in varieties of cos lettuce. The discoloration on the leaves may 
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consist of an irregular pale 

blotching, or the leaf may turn 

vcllow all over and become hard 
* 

as if frosted. In some cases 
the leaf may present a blistered 
or ballooned appearance, and by 
developing an increased rough¬ 
ness around the margins the 
leaves look abnormally serrated. 

Brown necrotic spots which 
later develop on the leaves may 
be found either between or along 
the veins, and the leaf margins 
may also present a browned, 
scorched appearance. Vein 
necrosis does not commonly 
occur in cos lettuce, though 
these plants too develop a mar¬ 
ginal scorchingof the leaf blades. 

Affected plants allowed to bolt 
arc generally to be seen with 
somewhat shorter stems than is 
usual with bolted plants, and the 
leaves on these stems again show a pronounced mottling with sometimes necrosis, 
and in certain varieties of lettuce necrotic lesions may develop on the stem, bracts, 
and flowering buds, the latter frequently failing to open, and the yield of seed is 
often reduced. The above are the general symptoms of lettuce mosaic as thev 
present themselves in the field, and differences due to various factors, such as 
varietal reaction, environmental conditions, the presence of other diseases on 
the host, unfavourable soil conditions, especially on outdoor winter lettuce, em¬ 
phasise the importance of making inoculation tests for a correct diagnosis of the 
trouble ' 1 '. On winter varieties in the spring, mosaic is usually favoured bv drv 
weather, a condition which seems to encourage the increase of aphides during 
the previous October and November when the plants were at the seedling stage (l '. 

Lettuce mosaic virus (Lactuca virus / Jagger) may be transmitted bv seed 
and has been found in sowings of commercial seed at least three years old. It is 
spread by insects, My 2 us prrsicav being the most important, but in certain parts 
of England Mticrosip/nun »ci is the commonest vector, and M. sonchi is also saiil 
to be implicated "• J - 5 - 8 -'. Plants inoculated in the glasshouse, either by 

mechanical means or by insects, develop the first symptoms in a week or a fort¬ 
night During the germination of affected seed, the cotyledons show no signs 
of disease but the seedlings are stunted and develop a mottling of the second or 
third and of the subsequent foliage leaves. The disease does not usually develop 
on seedlings which appear to be healthy at the fourth to the fifth leafing stage. 
Initial infections thus appear to come from infected seed, while aphides are 
responsible for the spread of the trouble ,l * 


El«:. 3M. I.ettuce mosaic. . /. healthy plant. /i, diseased. 

/), leave* aticcted with the mosaic (photos hv 
McKay) 
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As already mentioned, marked varietal resistance to mosaic exists in the host 
plants. Observations at Long Ashton showed the varieties All the Year Round, 
I eltham King, May Queen, MacIIattie’s Giant, and the Arctic types to be severely 
affected ; Kxceller and Spring Beauty were little less affected ; Trocadero and Lee’s 
Immense did not react uniformly, while Stanstead Park and its related varieties 
Karly Spring and Tremont Winter were highly resistant ,8 - Sn '. 

Ior the control of lettuce mosaic only virus-free seed should be sown. Young 
seedlings should be examined carefully for symptoms before transplanting, and 
in the belli affected plants should be rogued out as soon as detected. Later 
plantings of winter lettuces, when aphides are scarce, are less likely to be severely 
affected than earlier plantings Infection in the field, spread by aphides, is 
difficult to control, especially if the susceptible weeds above mentioned arc not 
eradicated. 


1. Ainsworth. <;. C. : 1937. A\/». Rt*. Sin. Cheshunt, 1936. (>o. 

i«> 3 x - /hi,/. 1937. 54. 

. 1 * ami Ogilvit*. (;. C. : 1939. Ann. Af>/>. liiol. xxvi, 271). 

4. Ji'KUir. I. C. : M)2i. Aerie. Re,. xx. 737. 

5. Neuh.ill, A. (*. : 1 *>23. I’hytn/niih. xiii. 104. 

(k Ottitvic, I-., nnil MuNium. II. <>.: 1 .>31. Kpt. Aerie, /tort. Res. Sin. Rristol, 1930. 134- 
"• rinl.: 1935. /hit/. 1934.183. 

X- and linen, l\ W. : 1936. /hi,/. 1935, 110. 

x «- «944 Minis. Aerie. Hu//. 123. 

9. Smith, K. \V. : 1937. Texib,»>k of I'/uni I ‘irut Diseases, J. & A. Churchill, Lid., 
i') 37 * 

10. Snxilir, \V. C., iiml Tltonnis, II. |<. : 1936. Ililgtinlia, x, 257. 


Foot Rot and Damping-OfT of Tomato, Viiytophthora cryptugca 
Pethybr. & La If. ; and /‘/lytop/it/ioni parasitica Dastur 

This disease of young tomato plants under glass was first discovered in 1913 
in Ireland and has since spread to various places in Britain and elsewhere ' 4 - 5 * 6 *. 
^ The same disease affects diverse plants such as potato, turnip, mangel, swede, 
^ and a number of ornamental plants, e.g. aster, cineraria, petunia, wallflower, 
V*""' gilia, and also beech seedlings. 

The damping-off’ phase of the disease occurs when the plants are young, 
in the boxes, and heavy losses are often incurred on young seedlings owing to 
early onset of the disease. Its action is very rapid, and collapse may follow within 
iS hours » ff infection . The ' foot rot ’ stage attacks the plants later when, despite 
a good start in the boxes, they develop the disease after potting up, or planting 
out in the houses. Foot rot becomes apparent when the plants are about 5 or 6 
inches high, and thereafter they appear to become more resistant. Early signs 
of the rot consist of a brown or black discoloration of the stem at, or just above, 
soil-level, shrinkage of the tissues in this region being followed by collapse of the 
shoot above the lesion, and though the leaves may remain green for a while, they 
later become rolled at the margins, turn yellow and die (Fig. 315). When affected 
plants are pulled up the discoloration at the base of the stem is seen to extend into 
the roots, but is not progressive above into the green shoot. The primary root 
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system suffers severely and is often rotted, and 
even adventitious roots which develop to replace 
the lost roots may also be attacked and the plant 
dies. 

Both phases of this disease are caused by two 
species of Phytophthora , namely P. cryptogea and 
P. parasitica <0> . 

In a moist environment affected plants show the 
sporangiophores of P. cryptogea to be long and sym- 
podially branched and bearing inversely pear-shaped 
but often much-elongated spores. The latter are 
blunt, non-papillate, and measure from 24 to 50 by 
17 to 30 /x (average, 40 by 27 /x ) u *. The oogonia arc- 
terminal or lateral; the antheridia arc amphigynous ; 
the oospores are furnished with a wall about 3/x in 
thickness, hyaline at first but later straw coloured ; 
they are about 25 fx in diameter ; the oospores have- 
not been observed to germinate. Direct germination 
of the spores is not common and they function 
mostly as sporangia forming a number of /.oospores 
within an extruded vesicle, and after escape of the 
/.oospores new sporangia may arise by proliferation. 

P. parasitica, besides playing a part in this disease, 
also affects the stem (sec ' stem rot ’ below) and 
causes a ' buck-eye ’ rot of tomato, affecting the 
unripe fruit and causing a brown discoloration at 
the top end It attacks seedlings and older leaves 
of the castor plant in India, and also a number of 
other plants. The sporangiophores are slender and 
unbranched, and measure from 35 to 500/x (usually 
from loo to 300/x) long; the spores are single, 
terminal, colourless, ovoid or round, and measure 
from 25 to 50 by 20 to 40 /x ; they have a papillate 
apex and germinate as sporangia to form zoospores. 



1*10. 3*5-—I'°°t rot and dainpin«-oH' 
of tomato (Phytophthora crypto- 
uni and Phytophthora parasitica). 
Top, the plant breaking at stem 
base. Below, left, affected stern ; 
ri«ht. healthy stem (photos by 
Foister & Noble) 


but old spores, or when not sown in water may often germinate direct. The germ- 
tubes may form a mycelium or give rise to secondary spores which again may either ger¬ 
minate direct or develop zoospores. Chlamydospores are also sometimes produced ; thev 
are round, thick-walled, yellow, and measure from 20 to 60 /x in diameter ; they retain 
their germinativc capacity for many months after the sporangia and hyphae are dead ; they 
give out one or more germ-tubes which may form a mycelium, spores, or chlamydo¬ 
spores again. The oospores, found in culture, are round, colourless, and measure from 
13 to 24 ,x (average, 18-6 in diameter, and are formed within oogonia, 15 to 27 fx wide, 
furnished with a thick yellow wall. Like the chlamydospores, it is probable that the 
oospores, if formed in nature, serve the purpose of carrying the parasite over from one- 
crop to the next. 


Infection probably originates from the soil, but in what form the fungus 
survives in this medium is not known ; when tomato seeds were planted in soil 
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in which a diseased crop, had grown, young seedlings showed infection as soon as 
they were about 2 inches high The disease starts in the roots and travels up 
for a short distance into the stem but does not enter the latter much higher than 
the level of the soil ; successful infection may also ensue if inoculation of the stem 
is made at soil-level. The tissues affected are those of the pith and cortex. The 
non-septate and branching mycelium is intercellular at first, but in the moribund 
tissues it also occupies the cells. In young seedlings hyphae may sometimes be 
seen in the wood vessels, but in older plants the xylem does not become invaded 
until the rotting is well advanced u '\ 

The optimum temperature of 25 C. for the growth of P. cryptogea is lower 
than that for P. parasitica, which is 36 C. Below 12° C. both grow slowly, and 
to check the disease the temperature of the glasshouse should be as low as possible 
without impairing growth of the crop. A relatively high percentage of soil and 
air moisture favours the spread of the disease 

As the trouble does not attack the shoot, cuttings may safely be struck from 
diseased plants and the remainder destroyed ««*». Since the disease is soil-borne, 
soil for raising seedlings should be treated with Cheshunt compound «> (see 
p. 242). and the young plants may be watered during growth with the same mixture, 
directed towards the roots. If signs of the disease reappear, affected plants should 
be removed immediately and the hole watered with one pint of the compound 
before inserting a new plant Another method of treatment consists of top¬ 
dressing with a mixture of 10 parts of lime and 1 part of copper sulphate, applied 
to the soil at the rate of J oz. of the mixture per square foot Soil sterilisation 
may also be effected by adding a mixture of 15 parts of formalin and 85 parts of 
sawdust, charcoal, or air-dried soil, at the rate of 4 to 5 parts per 1.000 parts of" 
soil 
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Stem Rot of Tomato, Didymclla lycopcrsici Kiel). 


Stem rot, or canker of tomatoes, under glass and in the open has long been 
familiar to growers in Europe. In iqofi severe losses were witnessed in the Lea 
\ alley district, and though the trouble abated for a while it appeared again in 
several English counties ,M '. A few other members of the tomato family, weed 
and cultivated, are liable to the same disease, but as the trouble is conveyed in 


soil, none of these hosts has so far been reported to carry infection to the tomato. 

It is not usual for this disease to attack very young seedlings (they did not 
become infected when sprayed with a spore suspension " S( ), and the first symptoms 
appear mostly about 4 weeks after planting out. There is some evidence, how- 



CH. XIV 


VEGETABLES 


667 



ever, that the disease may be seed- 
borne (4b) . Recently, too, in the West 
of England, seedlings in glasshouses 
bore evidence of cotvlcdonarv infec- 
tion, picked up probably from the seed. 

Even when such seedlings perish, they 
remain on the soil to infect older 
plants On these, the first symp¬ 
toms occur on the main stem at soil- 
level (Fig. 316), and from primary 
infections set up in this region, occa¬ 
sionally below, the disease spreads 
secondarily to all parts of the shoot, in¬ 
cluding flowers and fruit, but the main 
stem is the part to suffer most. Just 
above soil-level small brown spots ap¬ 
pear and spread rapidly to form a dark- 
brown lesion which may girdle the base 
of the stem. 1 lere the cortex rots away 
anil, if scraped off, the woody tissues 
of the stem are seen to be stained brown 
for a few inches above the lesion ; wilt¬ 
ing and death of the shoot usually 
follow. Young plants may throw off 
infection if they produce new roots 
above the lesion, and may grow forward for a long time before finally wilting < l6 ‘. 
Later in the season secondary infections follow, and parts of the stem higher up, 
including leaves, leaf stalks, flower stalks, and sepals, become affected, apparently 
by air-borne spores <i: - ,7a> . Infection of the fruit may occur at any point, mostly 
at the stalk end, and the fruit falls off. Fruit infection followed by rot is more 
common on outdoor tomatoes and rarely occurs under glass. Experiments on 
outdoor tomatoes at Evesham have shown the existence of two strains of the stem 
rot organism. One of these which attacks only the fruits will not infect the stems 
of outdoor or glasshouse plants, but the strain attacking outdoor stems will also 
infect the stems of glasshouse plants < l7a ». Secondary infections are caused by 
spores developed within pycnidia on old lesions, and which may be carried over 
the crop during watering, or by wind. On the leaves, under very damp condi¬ 
tions, small, grey, circular spots arise which may spread so as to destroy the entire 
leaf. I he surface of the fruit may also become covered with a black crust laden 
with pycnidia ,li \ 

Stem rot is caused by an Ascomycete Didymella fycopersici (Pyrenomvcetes). (In 
1943. however, a few cases of stem rot in Hertfordshire and Hampshire were caused 
by the foot-rot fungus Phytophlhora parasitica described above (p. 665) ; long grevish- 
green lesions were found on the stems, the cortex and pith were affected, and the stems 

cventuaUy became girdled'-). The pycnidia (Diplodh.a lycopersici . see p. 53 )are commoner 
than the per,theca, and the latter have only been seen in Britain quite recently 


Fig. 3 1 —Stem rot of tomato (Didymella /yen- 
peni, i). show ins lesion at soil-level; 
splittins of the stem sometimes occurs in old 
lesions. H, pycnidia on stem above ground 
(photos by Bew lcy) 
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Pycnidia occur numerously on slem lesions and on the fruit. On the former they are 
Mnall and black ; on the Jru.t. pale brown at first, then black, exuding pycnospores in 
esh-coloured tendrils ; they have also been found on the seeds <««>, but infected seeds 
rarely give rise to diseased plants, though occasionally a reduction in percentage germina- 
"on has been observed The pycnidia are scattered, or aggregated on raised spots, 
sub-epidermal, ost.olate. from 100 to 270^ in diameter ; pvenospores are 1- or 2-celIed. 
sub-c\ Iindrical, from 4-5 to 17 by 2 5 to Pcrithecia have been found intermixed 

with pycnidia on tomato stems kept dry. or over-wintered in the open. They are sub- 
globose. dark brown ; asci are cylindrical. 70 by 95 by 9 to 10^. 8-spored ; ascospores 
are spindle-shaped. 1-septate, hyaline. 16 to 18 by 5 5 to I n liquid cultures, 

uith tomato juice, the fungus develops a dense mycelium, and from pycnospores sown 
on tomato agar mycelium and pycnidia are formed, but no perithecia"- •*'. The cardinal 
u-nqn-ratures for mycelial growth are. minimum. 4 to 5". optimum. 20°, and maximum. 

I he fungus survives in decayed stems and leaves <"» in the open for over 
twelve months, and infection may be contracted from soil in which diseased 
plants have Grown. The fungus has been isolated from soil to a depth of 5 cm. 
and is capable of saprophytic existence An instance is known where the 
plough mg-m of infected debris was followed by almost complete loss of the crop 
on the same ground the following season ; and the fungus is known to live from 
year to year in cracks of supporting sticks crevices of boxes, wooden supports, 
on string, wire. etc. Infections are carried over from such contacts, but mainly 
from contaminated soil, and secondary infections are effected by pycnospores 
which may also he air-borne to glasshouses. Recent observations in England ,4a ' 
have shown that while pycnidia may be found on the upper part of a stem lesion, 
the perithecia were found below them and down to soil-level in the disintegrating 
cortical tissues. Moreover, the perithecia may occur at anv time of the year; 
their occurrence on the stem near to soil-level suggests that moisture supply and. 
possibly soil nutrients may be factors governing their formation. 

Infection of the stem is possible through unwounded cuticle, or stomata. 
After dissolving the middle lamella the fungus kills the cells of the entered stem, 
early destroying the cortex, and in severe lesions penetrating as far as the woody 
tissues '*•*'. Inoculation of the fruit, green or red. is apparently successful only 
through wounds in the skin, such as would be caused by careless tying-up of the 
plants with bast or string, or when shoots or flowers are removed ,7 - Q - l7 \ In¬ 
fection of the stem at soil-level is also more rapid after wounding than without, and 
infection can also be carried from one plant to another on the pruning knife 

Stem rot of tomato is greatly encouraged by a high degree of atmospheric 
humidity and comparatively low temperatures of 5 to 15 C\, for above 22 C. 
resistance of the host is found to increase considerably. Infection is not so evident 
on light as on heavy soils, but soil texture seems not to affect the degree of fruit 
infection Seedlings in very acid soils are particularly liable to infection, 

and spore germination takes place over a range of ft\\ 4*3 to 7-4. and mycelial 
growth over 3 9 to S10, the optimum being at /»II 5-23 ,s '. 

Since stem rot of tomato is carried in the soil some growers adopt the plan 
of sterilising the soil by heat or chemicals. Soil disinfection may be carried out 
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with carbon bisulphide, at a rate of 5 c.c. per square metre, to a depth of 10 cm., 
or uspulun dust spread at a rate of 50 gm. per square metre (,0) . Experiments at 
Cheshunt <IJ - ,8_2,) have shown, however, that soil sterilisation appears to have 
little control over this disease which recurred after sterilisation either with steam 
or chemicals. Air-borne spores of D. lycopersici , carried from tomato haulms left 
outside during the winter appear continually to reinfect the soil and may enter 
the glasshouses in this way, or in soil on the feet of workers, on knives, or by- 
splashing when watering. The spores percolate to a depth of { in. and even deeper 
if the soil has been steam sterilised. But good control was obtained when the soil 
was treated with ethyl mercuric phosphate (1 gall, per sq. yd. of a 1 in 16,000 
solution) two days before planting. As the point of attack on the stem is at soil- 
level, sterilised soil or peat should be packed around the stem bases of the seed¬ 
lings some 14 days after planting "*• '*». Greenhouses and all supports for the 
plants should be treated with 1 per cent, formaldehyde and all infected debris 
burned. No varieties of tomatoes are, so far, known to be immune from this 
disease (8 * u \ 
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Verticillium Wilt of Tomato, 

Verticillium albo-atrum Reinke & Berth. & l \ dahliae Kleb. 


‘ Verticillium wilt ’ is common in Britain on tomatoes under glass. It occurs 

also in the Channel Islands •-*, in widespread localities in the United States and 

Canada'Y". in Holland.New Zealand's*, and in the cooler parts of 

Australia (J \ 1 

This disease usually makes its appearance early in the season, about the middle 
of April, increasing ,n severity up to the third week in May. and declining as the 
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In:. 317. Vcrticillium wilt of tomato 
( I'ertiei/liion alho-atruw and I Vr/i- 
lilliiwi dahliae) (photo by Ik'wliy) 


soil temperature rises, up to August, but may 
reappear as the plants die down u - 3) . 

Encouraged by incorrect conditions of the 
soil, this disease attacks the roots and, by inter¬ 
fering with the water supply to the growing 
plants, induces a wilting of the shoots (Fig. 
317). Affected plants may, however, recover 
overnight when transpiration is reduced, but 

* \ ' J C. ,OSC lurRidit y and wdt again durin g lhe morn- 

T /of* IT * f&V ing * VVdlin g of oldcr plants starts with the 
t lowermost leaves and proceeds upwards. The 

yellow spots which appear on the older leaves 
may become so numerous that entire leaves, 
yellowed and shrivelled, drop off. Hut some 
varieties of tomato, though showing consider¬ 
able wilting, may not show so much yellowing 
of the foliage as others. A diseased plant ex¬ 
hibits considerable browning and rotting of 
the roots at the tips, and if the plant is split 
in half from root to stem the brown discolora¬ 
tion may be traced from the root to the base, 
and sometimes all the way to the top of the 
stem ,J '. The actual browning is present in the 
walls of the wood vessels and a brown gummy substance is frequently seen to line 
them inside, and in places to block some of them more or less completely. 

This disease is caused by I'ertici/lium albo-atrum and V. dahliae (Ilyphomycetcs). 
Considerable discussion has, however, arisen over the identity of these two fungi “• *• 

7. h. i„. n. 11. 1.. i«i f some maintaining them to be distinct species, while others believe 
V. dahliae to be only a strain of I *. albo-atrum. While there is some measure of agreement 
that the two differ in the type of resting body produced, I', albo-atrum developing a 
resting mycelium composed of dark, thick-walled septated hyphac, and l \ dahliae , better- 
organised bodies of the nature of microsclcrotia, it has recently been reported that mono- 
sporie cultures of I’, albo-atrum isolated in Minnesota"*' developed a diversity of 
saltants, and both the dark resting mycelium associated with I*, albo-atrum and the micro¬ 
sclcrotia typical of C. dahliae were obtained from a monospore culture of the former. 

It is also asserted that the resting bodies of I*, dahliae are really pseudosclerotia, as they 
result from the budding of a single hypha, becoming eventually dark, knob-like, thick- 
walled structures, and are not true sclerotia since they do not possess an intertwining 
system of- hyphac and a cortex'". I’. albo-atrum is said to be more pathogenic than 
V. dahliae, from which it also differs in having a lower maximum temperature and a 
slower rate of growth on artificial media Eleven strains of the former and lour of 
the latter have been isolated from tomatoes in England 

The fructifications appear chiefly on the surface of the stems at soil-level, and consist 
of small tufts of erect conidiophorcs which break through the epidermis. The conidio- 
phores are branched in characteristic fashion, forming 1 to 3 whorls of branches with 1 t<> 7 
branch lets in each whorl. The main conidiophore and the various branches bear termin¬ 
ally either single conidia or what appear to be spherical sporangia, but the latter are really 
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only dense aggregations of conidia held together in mucilage. These conidia are set 
free when the mucilage is dissolved in water. The conidia are continuous, rarely septate, 
hyaline, elliptical, and measure from 4 to 8-5 by 2 to 3-5^1 (average, 51 by 2 6 fi). In 
culture the septated mycelium, at first hyaline, later becomes dark brown and thick- 
walled, showing all gradations from slightly swollen, sparsely septate, to much swollen 
many septate hyphae, from 2 to 4 5 n in diameter ; numerous chains of chlamydosporcs 
measuring from 5 5 to 7 by 6 to 8/1, were also produced in old cultures of potato-dextrose 
agar <sl . 


The organisms arc believed to over-winter in the soil or on host debris in 
the form of the dark, thick-walled resting mycelium, or microsclcrotia as the case 
may be, and probably also as chlamydosporcs. The two fungi are also capable 
of saprophytic existence on organic matter or on remains of host plants in the 
soil ; and while conidia formed at the base of the dead plants may not survive 
through the winter, they readily germinate and, thriving upon the decayed debris, 
produce a resistant mycelium which is capable of living through the winter ,z> . 
The conidia, carried in air currents or splashed up from diseased stems during 
watering, serve to start new infections during the season. 

Experiments have shown that l erticillium is capable of penetrating the roots 
of young seedlings without previous injury <-• 8> , but it is not clear that older plants 
can be entered at root or stem except through wounds. Inoculation into the hypo- 
cotyl, or into an internode of the stem, produces the symptoms of wilt much sooner 
than when the inoculum is placed in the soil t2) . The fungus penetrates the 
root or wounded stem as far as the stelar tissues, entering the wood vessels, as 
already stated, staining the lignified walls brown, and growing up into the vascular 
bundles of the stem for quite long distances. But the actual wilting is believed 
to be due not so much to the occlusion of the water channels by mycelium as to 
the secretion of a toxic substance by it which is carried up to the leaves in the 
transpiration stream, thus causing their wilting and death. 


Temperature plays an important part in the incidence and control of I'erti- 
cillium wilt. It is essentially a disease of moderately cool temperatures; an 
average temperature of 20 C. is favourable to its spread; at 125° C. it is not 
so active, while a temperature of 25^ C. practically checks it, and no infection 
occurs at 30 C. ,8 *. The wilt may, therefore, be controlled if the temperature is 
raised to 25 C., but this temperature must be maintained for several days other¬ 
wise there is a set-back. Long exposures to this temperature are more lasting than 
short ones applied intermittently. Recent experiments at Cheshunt suggest that 
while I \ dahliae is checked to some extent by the higher temperature and humidity 
the results arc not so decisive as in the case of V. albo-atrum <»?>. During such 
periods of higher temperature, affected plants may become re-established by 
virtue of the opportunity given to develop new adventitious roots at the base of 
the stem, and may thus grow into productive plants. 

The wilt °ecurs most commonly in soils which contain a large amount of 
organic matter, ami is also prone to appear on clay loams, the reason in both 
cases being perhaps the greater retention of water around the roots under these 
conditions Moreover, the cooling effect thereby produced favours the fungus 
an effect which would not be so evident in a light porous soil «. ’». 
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To check the disease, any plants showing early signs of wilt should be carefully 
dug up along with some of the soil around their roots, and the hole watered with 
a solution of Cheshunt compound (p. 242), before putting in a healthy plant, 
after which the soil around is watered again with the same solution. Older plants 
should be encouraged to develop new roots by earthing-up around the base and 
covering the soil with peat litter. As above stated, the disease in the greenhouse 
can be controlled by maintaining a temperature of about 25 s C. (77° F.), or above, 
over several days, during which it is also advisable to give shade by a light applica¬ 
tion ol whitewash to the glass. The soil must not be watered too freely but the 
foliage should be given a light watering As these fungi arc soil inhabitants, 
treatment ol the soil during winter by saturation with a 2 5 per cent, solution of 
formalin is also recommended 
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Tomato Leaf Mould, Cltnltnfuniitin fuh um Cooke 

Lea! mould * is the most serious disease that affects tomato plants under 
glass ; it is rather unusual to find it on outdoor crops. It was first described 
in 1X83 by Cooke ’ 7 ', in England, from material which had been sent to him from 
South Carolina, and it is probable that the disease originally came from South 
America, the home of the tomato. It is essentially a disease of the foliage leaves 
though it is known in some countries to attack the flowers, and on rare occasions 
the fruit as well, but in England only a few cases of fruit infection are recorded. 
It occurs on no other host than the tomato, very few varieties of which are resistant 
to it. 

In this country there is usually little evidence of the mould in the glasshouse 
before April or May, though it has been known to break out as early as January 
on the cotyledons of plants just potted but in general the first outbreaks occur 
in June or July, on the fully expanded leaves, usually on those at the base of the 
plant. The upper leaves may remain quite clean right up to the end of the season, 
except in epidemic attacks when entire plants may be destroyed. To the casual 
observer the first symptoms consist of pale-vellow spots on the upper surface of 
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the leaves, but actually, on the 
under surface, below these dis¬ 
coloured spots the mildew organ¬ 
ism has already been at work, and 
on these areas there are tufts of 
mould, at first downy and light 
grey in colour, later changing to 
pale buff, and finally, as the spots 
enlarge, to a tawny brown colour 
(Fig. 318). Where the spots art- 
advancing on the leaf tissues 
the margin remains downy white, 
while the brown, smooth, and 
velvety centre indicates that the 
spots are in active sporulation, 
the parts being densely covered 
with brown conidiophores laden 



Flo. 31X.- Leaf mould of tomato ( C/iu/mporiion fuh um). 
The spot> on the leaves ; upper surface (left) ; under 
surface (rii>ht) (photo l»y Bewley) 


with smooth hyaline conidia constituting the sole fructifications of the fungal 
organism causing this disease. 


The causal organism is C/at/osporium fit/ruin, a member of the I Iyphomycetes (Fungi 
Imperlecti). The conidiophores emerging through the stomata on the under surface of 
the leaf (Fig. 319), rarely the upper, are septated. with knee-like joints, olivaceous in 
colour, producing terminally or subterminally a few hyaline or faintly brown conidia 
which vary considerably according to size, shape, and degree of septation. For the most 
part, conidia are 1-septate and ellipsoid, slightly constricted, measuring from 10 to 20 by 
4 to 6/4' ' ; unicellular, and up to 4-celled conidia may also occur, especially in culture, 
even on the same conidiophore u *'. (termination may take place by one or two germ- 
tubes"*'. The conidia are highly granular and uninucleateSporulation is abundant 
within a range of temperature from 20 to 2b C\, the optimum being about 22 C\, the 
maximum, 31 to 33 C\, ami the minimum, o to 1 C."*’. 

1 here is little doubt that the fungus can survive in the greenhouse from the 
tune the old plants are cleared away to the planting of the next crop, in the form 
of conidia which lurk in the crevices of brick- and wood-work and on window 
sashes, as well as on soil left uncleared from the benches. Even the smallest bits 
of the dried, infected foliage left over winter in the greenhouse are sufficient to 
start fresh infections in the spring but there is, so far, no conclusive evidence 
that the fungus can subsist as a saprophyte under natural conditions. In certain 
cases of fruit infection recorded in America, it is said that the mveelium in the 
diseased pulp, while in no case being capable of penetrating the embrvo within 
me seed, may, however, collect in more or less dense masses within and upon the 
seed-coat, remaining on the seed and resisting desiccation for long periods. During 
the germination of such seed it was reported that the empty testa contained 
abundant con,dia when the cotyledons had emerged and there was copious sporula- 
non on bo,h surfaces of the cotyledons. The planting of infected seed mav in 
certain localities, therefore, set up primary infections, and thus supply sufficient 



I’M;. .IK), (.'Inihu/turiiini fulvum. Section of tomato leaf showing the thin hyphae chielly in the 

intercellular space* of the spongy mesoph\ll and the conducting parenchyma; long 'runner* 
hyphae pass between the cell* of the palisade mesophyll. The conidiophorc* emerge chielly 
at the lower surface, few at the upper surface; sphaero- and needle-crystal* are seen in the 
palisade tissue. Left, various modes of development of the one- or two-celled conidia (from 
a slide hv Macfarlanc) 

conidia for dispersal by air currents and watering of the plants, to carry infections 
to other plants in the bed Others, who do not believe the disease to be seed- 
borne, suspect that cotyledonary infections may be brought about during germina¬ 
tion in contaminated soil There is abundant evidence that the spores are 

highly resistant to desiccation, chemical action, and the low temperatures of 
winter, and may survive these extreme conditions for several months u,> . 

The conidia germinate readily (under conditions specified below) if they settle 
on the under side of the expanded leaf. The germ-tubes, without development 
of appressoria, enter the leaf through the stomata and long, straight runner hyphae 
are soon established in the spaces of the spongy mesophyll (Fig. 319). After 
coming into contact with the host cells in this region, especially with the con¬ 
ducting parenchyma investing the veins of the leaf, the fungus goes further afield 
into the intercellular spaces of the palisade mesophyll, and apparently is only 
able to thrive as long as the host cells remain alive '*• Only after the death of 
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the cells does the fungus actually enter them, and the appearance of the yellow- 
coloured spots mentioned above as occurring on the upper surface of the leaves 
is associated with the death of the palisade cells situated above the sporulating 
areas. 

Infection of the flowers usually takes place through the sepals, but may also 
occur through the pedicel, receptacle, or the style, and it is noteworthy that all 
these parts are furnished with stomata. Whether the complete absence of stomata 
from the wall of the fruit makes it impossible for the fungus to attack it direct 
is not known but it appears that all attempts to inoculate the fruit through the 
skin have failed. Fruit infection which results in a blackening of the tissues, 
especially towards the stalk end, is believed to take place indirectly by way of 
the stomata ot the sepals or pedicel, the fungus finding its way into the receptacle 
and finally into the fleshy placenta of the fruit, which in consequence turns black, 
and according to some, the blackening extends to the seeds as well ,9) . In seed 
infection the mycelium within the blackened pulp of the placenta has been ob¬ 
served to pass into the funiculus and thence into the outer integument of the seed, 
but in other cases even the blackest of seeds from affected fruit have failed to show 
the presence of mycelium either inside or outside the testa 120 >. In any case, the 
effect on the fruit is a mere internal blackening and there is never sporulation of 
the fungus on the fruit itself, but abundant spores may be found on the attendant 
sepals and flower stalk. 

In preparation for sporulation, the fungus aggregates in the sub-stomatal 
spaces of the leaf or other affected organ to form small stromata from which 
bunches of comdiophores pass out through the stomata to the exterior, and with 
the dissemination of the conidia by wind, secondary infections take place on a 
wide scale. 


Infection is greatly influenced by the interaction of numerous factors, amongst 
which high temperatures and excessive atmospheric humidities play the most 
important part in increasing the severity of the disease * 26 - 28 - The optimum 

temperature for infection is about 22* C. (72 0 F.), and if humidity is as high as 
per cent, atmospheric saturation the disease in the greenhouse spreads apace • 
at the same temperature but with the relative humidity down to 79 per cent 
there is less disease, while at 65 per cent, there is hardly any, few spores being 
capable of germinating on the surface of the leaves at this relatively low degree 
of moisture, and at a humidity of 58 per cent, diseased spots may actually dry out; 
at 95 per cent, atmospheric humidity the incubation period was found to be 
only I2 days, whereas at 50 per cent, it was 15 days <*•>. But even if the weather 
during the summer months is hot and dry, warm humid conditions existing in 
the greenhouse at night are responsible for much disease, and this despite all 
attention given to the ventilation of the house during the day. In general it 
would appear that the persistence of a humid condition during the summer nights 

”' ,e "T Pe ' al “ reS T/"^J S u' he main faCl ° r encoura S‘ n g spread of disease, and 
in the proper contro of n.ght humidity lies the best means of combating the trouble 

he fact that the disease .s favoured by high temperatures does not mean that 
infection may not occur during cool weather ; it is highly probable that infection 
is. constantly taking place, but the prevalence of low temperatures retards or checks 
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the progress of the fungus within the plant. As soon as warmer conditions arrive, 
however, the fungus develops, spoliation is stimulated, and crops which to all 
appearances looked healthy may in a few days he ruined. Such quick changes 
of temperatures, from low to high, no doubt explain the rapidity with which the 
disease appears on seemingly healthy plants. 

As already mentioned, the plants are more prone to an attack during the night, 
their exposure to light having a retarding effect on the fungus, and spore germina¬ 
tion may actually be checked in strong light <"• '<*». Under the conditions existing 
in a humid atmosphere, therefore, the environment presented by the expanded 
leaf, at its lower surface, appears to be ideal for infection of the'plant, for here 
the stomata, far more numerous than they are on the upper surface, are moreover 
prevented from transpiring too freely by the presence of capitate glands on the 
lower epidermis, and, screened from direct light, the spores have all the conditions 
for successful attack. 

Extensive studies conducted by various authors «*• "• '*>, have shown the exist¬ 
ence of several physiologic races of C.fukum , exhibiting diversity in such cultural 
characters as growth rate, topography, colour, amount of sporulation, etc., and these 
differences arise whether the inoculum used consists of unicellular or multicellular 
conidia. It is important to note, however, that, in addition to variability of patho¬ 
genic powers possessed by genetically different races of the parasite, variations may 
also be observed when a pure line of the host is infected by a specified race of 
the parasite under variable conditions "**. 

I he tomato plant does not react to infection in the same way at all times of 
the year. It seems to have a winter reaction and a summer reaction to this disease, 
influenced possibly bv the length of day and relative intensity of light during these 
seasons. A reduction in the amount of light falling on the plant, as in winter, 
is held to be largely responsible for the lack of expression of the genetic factor 
which controls resistance to the disease A remarkable feature, due possibly 
to the interaction of numerous factors which control the nutrition of the host, 
is that C. fulvum attacks its host with greater vigour when the plant is well nour¬ 
ished ; on starved, chlorotic plants the distribution of the fungus is restricted and 
appears to be confined mostly to the younger leaves, and sporulation on these 
anaemic plants is much less than on vigorous plants. 

In a series of experiments on host nutrition, infection was favoured when 
excessive quantities of all the usual minerals were given, as well as by increased 
nitrogen, and by a deficiency of potash. An alteration in the type of infection, 
shown by a variation in the colour of the mycelium, indicated that changes in the 
nutriment of the host altered not only the quantity, but also the quality of the food 
supplied to the fungus 1,1 \ Experiments in Moscow showed that a toxin pro¬ 
duced by (’. fukurn in culture affected the development of the seed embryo, 
and also poisoned the host cells and destroyed the chlorophyll 

Since the disease is favoured by high atmospheric humidity the best means 
of control is by ample ventilation of the greenhouse, especially at night. Some 
growers attain this object by maintaining a high night temperature when the 
ventilators are open, but this procedure is open to objection, since during warm, 
rainy periods it may not always be possible to maintain a sufficiently low degree 
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of relative humidity to prevent infection ">. Watering the plants should be carried 
out in the early morning preferably on bright days, so that the ventilators can 
be kept open and thus ensure comparatively dry conditions at night. Houses 
specially erected for commercial growing should be planned with due regard to 
location and facilities for ample ventilation. Forcing the plants, especially when 
planted late in summer, should be avoided. Should the disease appear, it may 
be advisable to remove the leaves at the base, and the plants treated with fungicide. 
I reatment with finely divided sulphur dusted on to the leaves, directed particularly 
at the under surface, or applied by means of a vaporiser, is usually beneficial if 
applied in time, usually in early April, and repeated at intervals of 10 days until 
the end of June, but care must be taken to avoid scorching the leaves. Good 
control has been obtained by spraying with a fluid made with salicylanilide paste 
8 oz and J oz. Agral I ’ or J oz. ‘ Agral N \ in a gallon of water, applied at 
the first signs of the disease, the operation being repeated 7 days later 
A utility programme, for combined attack on the fungus and red spider trouble, 
is the employment of petroleum oil emulsion, 1 gallon in 100 gallons of water,’ 
to which is added \ oz. of colloidal copper for each gallon of the diluted 
emulsion "*• ">\ After the plants have been cleared out of the house, thorough 
cleansing should be carried out, for which purpose various disinfectants are 
recommended, such as cresylic acid with soft soap or fumigation may be 
carried out with formaldehyde or sulphur dioxide IJ - I7 \ 

Some varieties of tomato show considerable resistance to leaf-mould disease, 
c.g. Main Crop, Nordukc, Satisfaction, and Up-to-Date ; the variety Giant Red 
is very susceptible. Most of these resistant forms, however, yield fruit of inferior 
quality In trials conducted at Cheshunt, the Canadian variety Vetomold 
(a hybrid between Potentate and the Red Currant Tomato, L. pimpineMfolium) 
proved resistant to C. fulvum ; it appears to do well where the soil is rich and 
open, and where warm, moist conditions can be provided but in some 
localities its resistance has apparently broken down, due, perhaps to the appearance 
of a new strain of the parasite for two such strains are known to exist in Canada, 
Vetomold being immune from other strains '**• There are good hopes that 
by hybridisation, especially of the highly resistant Solemn, racemigerum and 
Planum (Lycopersuum) pimpintUifolium with various types of the commercial 
tomato, new types of large fruit tomatoes completely resistant to leaf-mould 
disease w.ll be developed "»■ '*■ »>. The expressed sap of the resistant Solan 

race,"gen,,,, is said to contain an anti-germination principle in which the spores 
or G. Julvum do not grow ,12 - 24 >. F 
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Blossom End Rot of Tomato (non-pa nisi lie) 

This disease of tomato fruits is a physiological disorder, believed to be caused 
by a derangement of the water balance between the leaves and the fruit during 
its development Though numerous bacteria and fungi have been isolated 

from the rotted fruits, these organisms are not the primary cause of the 
trouble 7» # The disorder is particularly prevalent on the early crop in 

Britain and occurs every year in all areas where the tomato is grown. In 
West Australia '*• it does considerable damage during hot dry periods; in New 
Zealand and Tasmania it is a serious fruit rot both in the glasshouse and in 
the field. The considerable reduction in yield, due to the trouble, is said to be 
correlated not so much with the number of affected fruits produced by an individual 
plant, as to the different fruit-setting capacities of individual varieties 

On the earliest formed fruits, first symptoms of the trouble are seen at or 
near the blossom end of the young fruit. ’The part affected presents a water- 
soaked appearance and may be confined to quite a small area, or may extend so 
as to cover about half of the fruit. ’The affected area soon turns dark brown or 
even black, but does not usually extend much once the fruit has turned red, and 
the area finally remains as a flattened dark-coloured lesion at one end of the fruit 
(big. 320). 'The tissues below the affected part eventually collapse and may 
become invaded by numerous saprophytes, but the final condition is that of a 
hard leathery rot ,y *. 

As the trouble is closely related to the water supply of the plant, it is obviously 
influenced by numerous factors. A plant endowed with a healthy root system, 
growing under equable conditions, in a soil sufficiently damp, is rarely subject 
to this disorder, but if the water supply is inadequate to meet the general require- 
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ments, there is a tendency for water to he 
withdrawn from the developing fruit, with 
the result that tissue changes take place at 
the blossom end which result in the symp¬ 
toms above described <2> . Plants receiving 
a moderate supply of water are less liable 
to the trouble than those lightly or ex¬ 
cessively watered. In the same way, a 
sudden check to the normal intake of 
water by the roots, especially of those of 
fast-growing plants, may also induce the 
trouble ,4 \ as may also a dry soil or a de¬ 
fective root system that is unable to cope 
with the requirements of the plant *'*». 

Experiments with tomato seedlings 
growing in culture solutions have shown 
the plants to be dependent on abundant 
water supplies for rapid growth and fruit 
development. In such solutions of low 


*3 



FlC. 320.—Blossom end rot of tomato. The 
lesions at the top of the fruits, and fruit in 
section (photo by Foister & Noble) 


concentration of the minerals growth was facilitated, but in those of high concen¬ 
tration growth was limited. No symptoms of blossom end rot were manifest in 
cultures of the lowest concentrations, but about 80 percent, of the fruit suffered in 
the scries of highest concentrations. Moreover, the trouble was evidently associated 


with wide fluctuations in the rate of transpiration, so that any factor seriously re¬ 
stricting the rate of absorption of water or effecting a rise of temperature will favour 
it ,,, \ In New Zealand, plants grown on a light sandy soil, especially on dry, gravelly 
ridges, suffered little when regularly irrigated, but when left for a period without 
water very heavy losses were experienced, and the more vigorously growing, sappy 
plants were the most susceptible to this disorder. The trouble appeared, too, when 
vigorous plants with well developed fruits were removed from a shaded to an un¬ 
shaded glasshouse, while it did not occur on similar plants left in the shaded house 

I he disease is aggravated by excessive use of nitrogenous manures, for by 
the development of much top growth and greater demand on the root system, 
the supply of water to the leaves is rendered still more difficult 6 - l0> ; increased 
application of phosphatic manures, on the other hand, tends to reduce the 
trouble (,0) . It is asserted that unbalanced mineral nutrition is liable to cause 
the disorder by preventing the utilisation of the necessary amount of calcium for 
normal fruit production ; when the calcium in the fruit fell below 0 2 per cent, 
the rot followed (,2a \ 

The most obvious method of controlling blossom end rot is to maintain an 
equable environment, and especially to keep the soil uniformly moist This 
is particularly important when the fruit has begun to develop “>• «•*. 
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Tomato Mosaic 


Mosaic, sometimes called mild or tobacco mosaic, is the best known of all virus 
diseases which attack the tomato plant. It has a wide range of hosts and is exten¬ 
sively distributed. I he virus is so highly infectious to its susceptible hosts that 
it has probably been carried to the tomato crops in various countries in smokers’ 
tobacco in which the infective principle remains viable over long periods. Though 
the commonest of virus diseases of tomatoes under glass, it is not so severe a malady 
as the yellow, so-called aucuba mosaic of tomatoes described below, but neverthe¬ 
less accounts for considerable reduction in yield, its adverse effects on fruit- 
setting being more severe when infections occur in the early spring than later 
in the season So ’. 


Symptoms of tomato mosaic differ somewhat according to the season (Fig. 321). 
Spring and early summer infections are familiar in the form of a mottling of the 



(photo by McKay) 


leaves, consisting of slightly raised dark- 
green areas, accompanied by some dis¬ 
tortion of the youngest foliage. Leaf 
deformity is more marked in the winter, 
a ' fern leaf effect being produced, while 
the development of anthocyanin in the 
stems of young plants often imparts a 
distinct purple colour to these parts, and 
there may also be some degree of stunt¬ 
ing. When infections occur in older 
plants, after they are about a foot or so 
high, the mottling effect shows only in 
the new foliage, the older leaves having 
remained healthv from the start *'• 10 
There is no necrosis of stems or leaves, 
and while the fruit may appear quite 
normal, blemishes sometimes appear be¬ 
fore the fruit is ripe if infection happens 
to have been early, otherwise there is 
little evidence of disease on the ripe 
fruit. 
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Tomato mosaic is caused by one of the best known of all plant viruses, A icotiana 
virus /, one of the numerous viruses which attack the tobacco plant. The following 
are listed as synonyms : Tobacco mosaic virus (Allard 1914) ; Tobacco calico virus 
(Clinton 1903); Tobacco mosaic virus (Clinton 1909); Ordinary mosaic virus 
(Johnson 1926) ; 7 obacco green mosaic (McKinney 1926); Tobacco mosaic virus A 
(Fernow 1926); Tobacco true mosaic virus (Vailcau & E. M. Johnson 1927) ; 
Tobacco severe mosaic type 1 virus (Johnson, E. M., 1930); Tobacco distorting 
mosaic virus (Duggar & B. Johnson, 1933); Ordinary field type tobacco mosaic 
virus (Kunkel, 1934) ,77 '; Ordinary or mild tomato mosaic virus (Ainsworth 1933) (86> . 

The virus of tomato mosaic is sap-transmissible and so infectious that mere 
contact of a leaf surface with a contaminated source is sufficient for transmission. 
So far as is known, unlike most of the virus diseases of plants discussed here, 
it is not spread through insect agency, though some do not preclude this possibility, 
but the virus is conveyed with the greatest of ease by the pruning knife or on the 
hands or clothing of workers. Even cigarettes and cured tobacco have been shown 
to carry the virus and the infective principle can be disseminated by smoking or 
chewing of contaminated tobacco «-°- i8 ‘. The virus is known to be potent in dried 
plant remains for years, this being an undoubted source of spread in the soil. 
It is of the greatest importance, therefore, when working in the glasshouse to wash 
the hands frequently when handling new plants, and no contact should be made 
with infected tomatoes, for the merest snapping of an epidermal hair on a leaf will 
start infection. Where possible, all material suspected of infection should be 
placed in the care of one person. The apparent case with which tobacco plants 
became infected by merely atomising the diluted virus (even as low a concentration 
as 1 in 100,000 was effective) on to the foliage, has suggested that infection might 
occur by the passage of the virus through the open stomata, but the mechanism 
of further penetration into the mesophyll from the sub-stomatal cavities has not 
been elucidated, and there is, as yet, no conclusive evidence of any connection 
between the size of the stomatal apertures and the incidence of infection U2 \ 
However, it has been definitely shown that, following upon leaf inoculation, 
the virus travels right down to the roots, the path presumably being the phloem, 
the sieve plates in the walls of the cells no doubt assisting in the transmission 
(l ;, g. 174) (6j >. After the virus has reached the roots it is probable that its spread 
upwards into the shoots is helped by the transpiration stream, for this process 
has been shown to be much more rapid in diseased than in healthy plants. More¬ 
over, a sharp drop in the rate of transpiration was found to coincide with the 
appearance of symptoms of tomato mosaic, followed by a gradual increase (49 '. 

It has been observed that living tissues of tomato plants infected with this virus 
hold certain crystalline inclusions which remain unchanged for an indefinite 
period, and it is believed that a considerable proportion of the potent principle 
present in infected plants is actually contained in this crystalline material < 46 \ 

As already mentioned, the virus of tomato mosaic remains potent in infected 
debris from previous crops for years <«>. Seedlings planted in contaminated 
soil contract the disease if they arc at all injured or damaged by rough handling 
and tying "»•. Apart from direct contact of injured plants, there does not appear 
to be much danger of spread from a few such injured specimens acting as foci of 
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infection for the rest of the crop. Such infected plants should, however, be re¬ 
moved as soon as detected in the glasshouse. The possibility of transmission 
of the virus by seed has lately received considerable attention. While it still 
remains, however, to be fully proven, the rising trend of opinion is that seed 
transmission does take place «» 6 . 17. «. m. j*. ss. «n # But in the first instance 
it is not clear how the seeds become infected, whether from mere superficial 
contact with the diseased pulp, or internally, with possible penetration into the 
embryo ; the virus is present in the seeds of green and ripened fruits of the infected 
plants “ 7 There is evidence that seeds collected from mosaic-diseased plants 
may give rise to diseased or normal plants, and marked differences have been 
observed between varieties raised from infected seed, both in the dates of the 


first appearance of the symptoms and in the apparent rates of spread within these 
varieties. A point of great importance has recently been raised, in that the trans¬ 
mission of mosaic-inducing viruses in the tomato crop might be considered to be 
a delayed phenomenon, a feature which is probably related to differences in the 
resistance of plants raised from seed of different origin, and to the multiplication 
and systemic spread of the virus. Moreover, under certain circumstances associated 
with malnutrition or incomplete maturation of the seed, viruses may enter the 
seed embryo, so that there would appear to be strong probability that a delayed 
type of transmission may sometimes occur * 70 \ Furthermore, observations in 
Oregon in 1935 showed that the number of infected plants growing from seed 
saved from an infected crop, decreased with the age of the planted seed, seeds 
3 weeks old producing 11 mosaic plants out of a total of 168, while those aged 9 
months produced only 5 diseased out of (>77 plants, so that the tendency to 
transmit infection by seed appears to lessen with the age of the seed 158 '. But it 
is obvious that, especially with breeding experiments for the search of varieties 
resistant to the disease, the possibility of transmission by seed should not be over¬ 


looked 


Various factors appear to influence the resistance of tomato plants to infection. 
Soil conditions controlling the effective functioning and development of the 
rooting system, texture of the soil, water supply, the adequacy and balance of 
mineral nutrients, arc all important factors in this connection. Experiments on 
the variety Potentate, inoculated in the glasshouse with the virus of tomato mosaic, 
showed the symptoms to be delayed where growth was retarded by the application 
of lime and potash, and severe foliar mottle was confined to the most vigorous 
plants grown without addition of lime 7 °‘. 

For the control of tomato mosaic in commercial nurseries, the use of virus- 
free seed from virus-free plants is essential. All tomato debris in and on the soil 
should be collected and burnt. Should early symptoms show in the seedling 
beds, affected plants together with those on each side of them should be rogued 
out ; it is of little use to rogue out older plants as the virus has probably already 
been transmitted (lo) . Soil sterilisation with steam or formaldehyde has been 
found to reduce the risk of infection, but infection is apt to recur later in the life 
of the plants. A great deal can be done to avoid the spread of the trouble if careful 
attention is paid to cultivation so as to induce even growth, and the maintenance 
of the soil in a moist condition to prevent any check to growth (8o ‘. Strict hygienic 
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observances, by avoidance of tobacco, and washing of the hands after pruning 
in each house, should go a long way towards the raising of healthy plants 


Tomato Spotted Wilt 


This virus disease of the tomato has an unusually wide range of hosts, in¬ 
cluding not only numerous members of the Sohnuiceae , e.g. tobacco, capsicum, 
datura, hyoscyamus, petunia, physalis, schizanthus and others, but of plants 
trom such diverse orders as the Papaveracrae, /.eguminosae, \Tropaeolaceae , and 
Compositae Amongst the Compositae arc well-known ornamentals such as 
aster, dahlia, chrysanthemum, zinnia, and cineraria. Though the disease is of 
comparatively recent appearance in Britain, it is undoubtedly on the increase 
m English nurseries, one reason, at least, being the ease with which tomato plants 
become infected in nurseries and glasshouses where susceptible ornamentals 
have harboured the virus over the winter. It has also been observed on tomato 
plants grown out-of-doors. The disease is widely distributed in those parts of 
the United States enjoying mild winters in France ««■», and in the coastal 

districts of New South Wales 
and New Zealand, where it is 


known as ' stripe ’ or * brown 
top * 

1 omato plants may become 
infected by the virus of spotted 
wilt in the seed bed or after 
setting out, in various stages 
of early or late maturity. The 
rapidity with which the symp¬ 
toms appear depends on the 
growth rate, young plants being 
much more prone to infection 
than older ones. The symptoms 
are characteristic (Fig. 322), 
though reported to vary some¬ 
what owing, presumably, to 
climatic and environmental dif¬ 
ferences Early symptoms 
on the young leaves consist of 
a thickening of the veins and 
the development of spots or 
concentric rings of a brown 
colour. A striking feature is a 
bronzing of the lamina. Then 
follows a downward curling of 
the leaves, accompanied bv a 
decided check to growth. ' If 



I k:. 322.—Spoiled will of tomato (photo by Bewley). 
Inset, the symptoms on the fruit (photo by Foister 
& Noble) 
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infection has occurred early in the life of the plant, the bronzing effect may change 
into a severe necrosis and the plant dies. In some cases, despite the check to 
growth, affected plants may recover somewhat if growth conditions are good, by 
making an appreciable amount of secondary growth. But a mottling and deformity 
of the foliage is still evident, the mottling consisting of small, angular, pale green 
spots, either few and scattered especially towards the tips of the leaflets, or very 
numerous and in places joining together to form indefinite yellowish-green areas 
accompanied again by leaf distortion. Bronzing of the lamina may also occur 
on the secondary growth, especially in the field. A mottling of the fruit of affected 
plants may also be observed, but is not common (Fig. 322 inset) ; sometimes 
mottled fruits may be harvested from plants showing no other definite symptoms, 
and diseased plants may be found bearing fruits that are not mottled. Blemishes 
on the fruit are of variable shape and character. They may consist of con¬ 
centric patterns, or pale areas of red or yellow, rarely white, or sometimes 
the fruit may be yellow all over except for a few specks of natural red still 
remaining 7 *'. 

The virus of tomato spotted wilt bears the following synonyms : Tomato 
spotted wilt (Samuel et a!. 1930); '/'..SMI'. (Pethybridge, Ainsworth ct al. 1934); 
Tomato virus (Azevedo Costa & Forster 1941); Tomato virus I (J. Johnson 

classification); l.ycopcrsicum virus j (Smith); Lethum austra/iensc var. typicum 
Holmes //; Pineapple vel/tttc spot virus (Illingworth 1931, Linford 1932); Pine¬ 
apple side rot virus (Sideris 1927); Ananas virus / (K.M.S.) ; there are numerous 
strains or related viruses, e.g. Kronmek virus (Moore 1933). 

The virus is sap-transmissible, and useful indicator plants arc Datura 
stramonium , I/yoscyamus niger , and Petunia hybrida , the lesions on the last named 
consisting of local circular spots with a reddish-brown margin around a paler 
centre. Infection with the virus permeates the entire tomato plant. Gentle 
rubbing of the inoculum (obtained in the juice expressed from leaves, stems, 
roots, and green fruits) on the healthy leaf (with a piece of muslin or a glass spatula 
dipped in the juice, merely so as to break the epidermal hairs, without injury 
to the mcsophyll tissues) has proved sufficient to infect a young plant. The virus 
disappears from the ripe fruits, and since it has been proved to be so sensitive 
to heat and ageing, its absence is suggested to be due to chemical changes associated 
with ripening <l3 '. The virus is not seed-borne. It is transmitted by various 
insects, notably species of thrips, e.g. Tranldinclla insu/aris and Thrips tabaci. 
Experiments in Australia <l, ‘ showed that adults of the vector, fed for 4 days on 
a spotted wilt diseased tomato plant, failed entirely to infect healthy tomato seed¬ 
lings on which they fed for 9 days. When, however, the progeny of these thrips 
(hatched in a breeding globe) were deposited as larvae to feed on a diseased plant, 
and transferred after they had emerged as adults to healthy tomato seedlings on 
which they fed for 7 days, all the experimental plants became infected with spotted 
wilt. That the virus of spotted wilt must first be picked up by the larva and not 
by the adult form of the vector shows that a peculiar relationship, as yet undeter¬ 
mined, seems to exist between vector and virus. 

The effects of the virus in the plant is to disorganise and reduce the efficiency 
of the photosynthetie apparatus. Chlorosis and necrosis appear to be pronounced 
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in plants receiving potassic and phosphoric fertilisers, when exposed to sunlight, 
these features following presumably as the result of oxidation processes culminating 
in the precipitation of phenolic compounds. In plants receiving nitrogen, how¬ 
ever, the necrotic symptoms were not apparent, the virus under this treatment 
tending to become systemic <41 - 47 Further, experiments on Marglobc tomatoes 
in Australia showed the disease to be associated with a reduction in the dry weight, 
leaf development, and water content of affected plants ,47 \ Infection is heavier 
if temperatures have been somewhat higher for a few davs prior to actual infection, 
and less if lower temperatures have prevailed for a similar period, but in general 
prevailing high temperatures appear to depress the rate of infection. The period 
of development of the disease is shortest of all in very young vigorous plants, the 
normal period of ' incubation ’ in a rapidly growing plant being about 12 days, 
increasing towards maturity of the plant ' ,4, . 

As tomato spotted wilt has such a wide range of hosts amongst ornamental 
plants, tomatoes should not be raised in a house along with, say, chrysanthemums 
or arum lilies, both of which are highly susceptible to the virus, and even after 
the removal of these hosts, rigorous disinfection of the house should be undertaken 
in order to destroy lurking insect vectors. The control of the disease out-of-doors, 
however, is a much more difficult matter and hardly feasible. There are numerous 
reports of the efficacy of tartar emetic being employed as a spray on young plants 
in the cotyledonary stage of growth, the operation being repeated every week 
until the seedlings are ready for planting out ; in the early spraying the chemical 
is used at the rate of 1 oz., plus 4 oz. brown sugar, in 4 gallons of water, the 
amount of tartar emetic being doubled for the outdoor plantings ‘* 61 ; others, 
however, have not observed any appreciable beneficial effects to follow upon this 
treatment <"• »•>'. 


Affected plants should be rogued as soon as the symptoms can be detected. 
1 omato plants showing varietal differences in susceptibility to spotted wilt show 
these differences to a lesser degree when small and of rapid growth, but to a some¬ 
what greater extent when the plants are in fruit. There is some evidence that 
the red currant tomato variety I.ycofxrsiawi pimpinellifolium shows resistance to 
infection from the virus of tomato spotted wilt "•-* 


Tomato Streak 

, . T . his virus discasc of lhc (Fig. 323 ). also commonly referred to as 

sing/c virus streak ’ or glasshouse streak \ is frequently serious in commercial 
crops in Britain, where tomatoes are forced for the early market It is also 
prevalent in Eire, widespread in Holland, and occurs in localised areas in the 
United States, Canada, and New Zealand J7 - 6 °. 8 s>. 

1 he symptoms arc highly variable and at times are hardly to be distinguished 
rom those of the ordinary mosaic of tomato (p. 680). This variability appears 
° ’ C dc P en dent on a variety of factors affecting the conditions of growth, such 

anc r!T, f W . . arC r°u dUC ' Ve ** vi * orou * S rowth ’ or fair| v high temperatures 
relatively low light intensity, excessive application of nitrogenous fertilisers 
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or excessive moisture, deficiency of potash, etc. Apparently under the influence 
of these changing conditions four types of symptoms are manifest (Fig. 323) : 

((/) Those resembling the symptoms of leaf mosaic only, that is, a mottling 
characteristic of the ordinary mosaic described above (p. 680). 

(/>) Those with leaf mottling again, but accompanied by necrosis of the stem 
and petioles in the form of dark-coloured longitudinal streaks or stripes, 
the most serious phase. 

(0 Those showing only the latter features in ( b ), that is, necrosis of stem and 
petioles ; no mosaic symptoms. 

('0 T hose showing, at first, symptoms of mosaic only, or necrosis only, but 
subsequently developing the other type of symptoms as well <S2> . 



The following synonyms are listed for this virus (Lycopersicum virus 1 Bewley): 
Tomato stripe, streak , or glasshouse virus (Jarrett 1930); Tomato streak virus 
\o. 1 (Ainsworth tt a/. 1934) '- Single virus streak (Ainsworth, Berkeley, Cald¬ 
well 1934); Tomato virus 4 (J. Johnson classification); Severe mottle streak 
virus (Selman 1941); Mikl-mof/lt streak virus (Selman 1941); Tomato streak 
virus, yellow am! green strains (K.M.S. 1935); Tomato streak virus I Ontario 
strain (Berkeley 1936). The virus appears to include a number of strains (l - ,0> 70 ’. 

Owing to the close similarity of the 
symptoms of ‘ streak ' with those of 
the tomato (tobacco) mosaic, and in 
view of the fact that the physical pro¬ 
perties of the two viruses are practically 
identical, the virus of ‘ streak ’ disease 
is believed to be a strain of the tobacco 
mosaic virus 152 *. 

The virus of tomato streak is sap- 
transmissible and although the means 
of spread is not fully known, the vector 
Macrosiphum gei is said to carry the 
greatest amount of infection, with 
Myzus persicae and M. pseudoso/ani to 
a lesser degree, in America <5,) . The 
virus is more active and remains viru¬ 
lent for a longer period in heavy clay 
and humus, and least in sandy soils. 
Much infection is believed to take 
place through the medium of the soil 
in nature, especially soon after plant¬ 
ing, and young seedlings may fall early 
prey when their young leaves conic 
into contact with the soil, but the arti¬ 
ficial introduction of the virus into the 
roots appears to be attended with diffi- 
Fio. 323.—Tomato sircak (photo by McKay) culty ,8s> . In a few trials transmission 
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by seed has been effected, in one case 0,5 ’ to the extent of about 1 per cent., and 
in another (l6) to 66-6 per cent, infection. 

Another virus affection of the tomato, closely resembling ‘ streak ’, known as 
‘ mixed virus streak ’, is, as the name implies, a composite disease caused by two 
distinct viruses. The two components are those of the ordinary tomato (tobacco) 
mosaic and potato mosaic (virus A'). The disease may be found in tomato crops 
which are grown near to or which follow potatoes. As it is the result of a mixed 
infection with these two viruses, a passage of the mixture through tobacco filters 
out the tobacco strain virus from the mixture The symptoms of mixed virus 
streak are identical with those of streak, except on the fruit, those of the mixed * 
virus on the latter causing small, slightly raised brown spots on the skin, while 
those of streak are distinguished by the spots being larger and sunken. 

hor the control of these diseases, all hygienic practices as already indicated 
for other tomato diseases in the glasshouse should be observed, and no seed should 
be saved from affected plants. To counteract soft growth, a balanced manurial 
treatment is recommended. Infection from mixed virus streak will be lessened 
if the tomato crop is planted away from potatoes, and all ‘ ground ’ tubers should 
be cleared out of the soil 


Tomato Yellow Mosaic 

Aucuba mosaic of the tomato, preferably called yellow or severe mosaic (as the 
term ‘ aucuba * is already in use with one of the virus diseases of the potato), is 
common in Britain where it sometimes accounts for severe losses. It is also recorded 
in Eire, Denmark, Holland, Australia, 
and New Zealand **• ’•». w. 

Diagnostic symptoms of yellow 
mosaic, in general, bear close resem¬ 
blance to those of ordinary mosaic de¬ 
scribed above (p. fi8o), and indeed the 
disease is caused by a strain of the same- 
virus ,ss> . But the symptom-picture of 
yellow mosaic is much more brilliant and 
striking than that of ordinary mosaic ; 
the white areas are more intensely white, 
the green areas more vividly contrasted, 
and there is usually a sharper delimita¬ 
tion between the two (74) . 

Yellow mosaic does not usually 
destroy its host, and fruit formation 
is not inhibited. There is a decided 
check to growth as compared with 
normal plants of the same age, and 
affected plants tend to develop in a 

spindly manner (Fig. 124). The fruit ,,,c -324—Tomato yellow (aucuba) mosaic 

' (photo by McKay) 
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may or may not he mottled, though silvered areas may sometimes be present 
on the skin ' ,0 '. The general symptoms vary somewhat according to the 
variety, and under fluctuating conditions of the environment, especially of tem¬ 
perature and light intensity. Observations on inoculated plants have shown 
that first symptoms appear on the very young, developing leaves of the shoot, 
about the fifth day after inoculation, the plants then showing only three leaves 
large enough for inoculation. These early symptoms consist of a downward 
curling of the entire leaf, with a slight turning-down of the margins, and the surface 
is rough and wrinkled, but as yet, with no signs of chlorosis. The latter begins 
to appear on the seventh or eighth day, in the form of small spots on the curled 
leaves, sometimes at the base, more normally at the tips and margins of the 
leaflets. Later, the spots increase in number over the whole surface of the leaf 
and tend to join together. Bv about the twelfth or thirteenth day when six or 
more leaves have appeared, the symptoms differ in the different leaves. The 
original three leaves may still show no chlorosis, or only a slight yellowing of the 
veins ; the youngest leaf may also be quite green. But the leaves which developed 
after inoculation, the fourth, fifth, and sixth, are extensively affected. In extreme 
cases almost the whole surface is pale-yellow to white, with, here and there, small 
islets of intense dark green, resembling small blisters. In less extreme cases 
the green areas are larger, but as a rule the area of white or pale-yellow is greater 
than the green area. The three original leaves show the disease in its most extreme 
form ; the younger leaves at this time show only scattered patches of white or 
yellow, frequently angular or triangular at vein intersections. When the first 
flowers are in bud, a typical leaf will show most of the surface green, partly 
of normal tint and partly of a deeper and richer shade, but scattered over the leaf 
arc patches of white, and others of yellow, usually sharply delimited, but some¬ 
times shading into neighbouring areas. At other times the patches arc irregular 
in shape and size, often angular, and occurring in all parts of the leaf. There is 
no necrosis and bronzing does not occur ,74 '. 

Synonyms for this virus (Nicotiana rims ir Bewley) are : Tobacco virus 0 
J. Johnson 1937 fide Ainsworth it al. 1934; Tomato ycllmc mosaic virus (Ainsworth 
ct al. 1934 ; Tomato aucuba mosaic virus (Bewley 1923, J. II. Smith 1928) ,77 '. 

The virus is spread in the same way as that of mild mosaic; it is not known to 
what extent, if any, insects may transmit the virus us \ Both the viruses of mild 
mosaic and yellow mosaic have been ‘ cultured * in excised root tips of tomato. 
While the infected roots showed no external symptoms of disease, the virus was 
strongly retained within the tissues and did not escape into the medium, nor was 
it possible to transmit infection into healthy roots by contact with diseased roots <s -’. 

There is abundant evidence that mottling develops only in leaves which were 
young at the time of infection, and while older leaves may show a certain amount 
of yellowing, due possibly to senescence of plastids in the discoloured areas, 
experiments have shown that the distinctive mottling of yellow mosaic never 
appears in fully developed leaves at the time of inoculation. An examination of 
the cells of the mosaic areas in young leaves revealed them to be practically devoid 
of chloroplasts, and as the mottling is present only in those leaves which were in 
active growth at the time of infection, it is believed that the virus is responsible 
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not so much for the actual destruction of chloroplasts already mature, of which 
there was little or no evidence, as for the inhibition to the full development of 
plastids from their primordia •»>. That the presence of the virus in the young 
tissues prevents the plastid-primordia (preplastids) from attaining their full 
expression is no doubt one reason why young seedlings lose weight ; experiments 
have shown that the dry weight of infected seedlings was estimated at 7 to 8 per 
cent., while, following inoculation when they were in their fifth normal leaf, it 
was about 10 to 12 per cent., that of control seedlings being 14 to 15 per cent. : 
moreover, the content of carbohydrate in these experiments was in the proportion 
°t fi, t'3, and i-6 per cent, respectively, the nitrogen content being not materially 
affected During the metabolic processes in leaves affected with yellow 

mosa.c there appears to he a lag in the conversion of reducing into non-reducing 
sugars, and while the mean concentration of reducing sugars in healthv and diseased 
leaves showed little difference, the amount of non-reducing sugars was much 
greater in the former m>. 

1 lle presence of the virus of yellow mosaic in the plant also affects the normal 
dmerentiation between palisade and spongy cells in the leaf mesophyll. In fact 
the differentiation tends to disappear, the palisade cells becoming shorter than the 
normal, and with the reduction of the intercellular spaces in the spongy mesophvll 

"f,“ SlC ".' 1 to bc allkc 1 he virus is much more abundant in the chlomtic 
spots ban in the green areas of the mottled young leaves, which seems to indicate 
hot m e ™ l, JP llca,,on °[ >!'>-■ virus is not uniform throughout the tissues of the 
. , „ ’ M,reover ' the cells of the yellowed spots often seem to contain more 

than the normal amount of cytoplasm, and while in the healthy leaf the plastids 
may occasionally show a tendency to swell, this has been found to increase in 
diseased plants, the plastids becoming so swollen with starch as actuallv to fill 
the cell. As in the case of tomato plants infected with the virus of mild mosaic 

She Wrus’, r U IICd ■ inc ! usio " ^^’have also been found in connection 
, V rUS ° f > ellow mosa,c - and “re believed to be of a protein nature. As 

many as four different types of inclusion bodies have been detected in the leaf 
airs of young tomato plants infected with the virus of vellow mosaic, but all 
ere found to be fundamentally identical They are, however, not confined 

thev d H T artaS °u lhc lcaf ' bcmg formed in ho,h Breen and yellowed tissues ■ 
fr .K ,1 V° dcVclo P cd until af - P'—ids have been organised' 

:: te p,ncm r f , pla f d prim,,rd,a - ,f p,as,id formation *»«t35 

«** now organised 
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Downy Mildew of Spinach. P'ronospora effusa (Grev. ex Desm.) Rabenh.. 

Downy mildew of spinach is everywhere common and was first discovered in 
I.ngland in 1824 *>. It also occurs in the United States "• ■*>. Sown in winter 

round’"mt S P mach f ,n somc local j* ies is cultivated as a green crop all the year 

verv hirt., feC "° n ,S ‘T'l 31 any timc> losscs from milde "' are often 
very high, and entire crops may he lost within a few days. 

Early signs of mildew occur on the outer leaves as pale-yellow spots of irregular 

“ "“ in r ./.» appear o„ ,hT£ 

eaves (I ,g. 325). Under damp conditions the discoloured areas soon develop 

J^njr-whne b«er. greyish-purple conidial fructifications of the fungus 

.m the unT ^“7 r u' ‘ his discase ' Whilc may he found chiefly 

is continn d I de ° f ml Mf ’ * he Upper side ma y also 1>ear "'em if the weather 

Plants nTnilT P< T oles , ma - v also be > el| owed and shortened and the 

plants in general have a stunted, wilted 

appearance. 

This obligate parasite attacks no other 
plant, and recent evidence has shown that 
the once suspected Chenopodium album is 
not a carrier host for P. effusa attacking 
spinach <«>. The non-septate mycelium 
branches profusely between the mesophyll 
cells of the leaves and the parenchyma of 
petioles and stems but does not occupy the 
vascular bundles <■*>; there is no systemic 
invasion of the seed-bearing branches «•«». 

Jhe conidiophores (Fig. 326), at first 
white, later greyish purple, 200 to 300 ,z 
long, emerge from the leaves through the 
stomata singly or in fascicles, branching 
two or three times from the main stalk 



Fic. 325.- 


-Mildcwof spinach {Per onospora effusa) 

A young plant severely infected with mildew 

( P^ to J>>' R, chards. Cornell Univ. Ext. 
Bull. 718) 
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I’ks. 326.— Pcronospora effusa. A, conidiophort- 
and con id iu. H, formation of conidium. 
conidia and their germination. />. leaf 
tissue showing wide mycelium and narrow 
haustoria. /•’, the mycelium. /•'. oospore 
within the oogonium (after Richards, 
Cor mil Cnie. Ext. Dull. 71*) 


before they dichotomise to form a number 
of sharp-pointed sterigmata bearing ovoid 
conidia 17*0 to 26 0 by 22-0 to 38-0/4 (average, 
20 6 by 29-9/1). The oogonia, in living leaves, 
are spherical, 400 to 55-5/4 in diameter; 
the antheridia are clavate. The oospores 
are spherical, thick-walled, deep yellow, 357 
to 42-5/4 (average, 36-8/4 in diameter); 
they are infrequent or absent in some local¬ 
ities ( T -*- ,i ). and their role in nature has not 
been ascertained. 

The mycelium of P. effusa has been 
found on and within the seed 14 The 
oospores have also been discovered on 
commercial samples of seed ,5> and there 
is some evidence ,3 ‘ that the disease is 
transmitted by seed, but nothing is known 
about the method of seed infection. The 
disease is not carried in the soil. The 
most likely source of carry-over is from 
mycelium hibernating in host tissues, and 
diseased spinach plants may be found 
practically all the year round <"• 10 '• 

In plants infected in the autumn, the 


fungus which had survived in the leaves over winter revives in the spring to 
produce abundant conidia, and secondary attacks follow. Leaf penetration by 
germinating conidia is direct, between epidermal cells Both sides of a leal 

may be entered, and older leaves are apparently more susceptible than those near 
the top, presumably because they are surrounded by more humid conditions. 
The optimum temperature for the germination of conidia is from 8 to 10 C\, 
the minimum 2 , and the maximum between 27 and 30 C. ,s - "• 10 

Downy mildew of spinach occurs over a wide range of temperature if atmo¬ 
spheric humidity is 85 per cent, or more. Acid soil conditions and high temperatures 
aggravate the disease ,b \ 

Little is known about the fate of the oospores of P. effusa. Their possible 
hibernation in the soil indicates the advisability of observing crop rotation as one 
means of controlling this disease, but no evidence is to hand as to the longevity 
of the oospores in the soil. If spinach is cultivated all round the year, winter and 
spring plantings should be grown apart. All infected plants should be lilted and 
burned and affected leaves should be removed as soon as they show signs of infec¬ 


tion 18 a) . No commercial varieties of spinach arc known so far to be resistant to 
this mildew " b) . 
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Downy Mildew of Onion, Peronospora destructor (Berk.) Casp. 

Downy mildew attacks every variety of onion and occurs also on shallots, 
garlic, and occasionally leeks. First recorded in England by Berkeley <*> in 1841,’ 
and in America in 1884 the disease received its first scientific investigation 
in 1887 at the hands of the zoologist Shipley who was sent to Bermuda by 
the Kew authorities to enquire into a serious epidemic of the onion attributed at 
the time to an insect pest but proved by him to be the work of the fungus Perono¬ 
spora destructor '#• ">• *2J >. 


The host plant may be attacked at all stages of growth ; seedlings in the 
frames may succumb early, and when older plants are attacked in the open about 
July and August the withering of the foliage prevents the normal development 
of the bulbs, which remain small and deformed. The bulbs keep badly, turn 
soft in storage, and sprout prematurely <"• **>. It is not easy to recognise lightly 
infected bulbs in storage or at transplanting, but the outer scales and sometimes 
the living scales next to them arc frequently rough or puckered, and show watery, 
or brownish, or amber-coloured spots on the surface. The inner scales may not 
show any of these signs externally yet they arc often found to harbour mycelium. 
Bulbs lightly infected may show no ill effects at all, and it is evident that they can 
tolerate infection for a long time without loss of turgor. 

Briefly, the cycle of onion mildew in Britain may be taken to start on autumn- 
sown plants which become infected from wind-borne spores conveyed from a 
near-by diseased summer crop. Fresh infections of healthy plants begin on the 
leaves, from which they quickly spread into the other organs. All parts of the 
plant except the roots may be invaded <«». The fungus may occupy the stem 
r 1 *- 3 2 9 ). bulb scales, leaves, all the floral organs, and floral receptacle «• «s> ; 
its occurrence in the seed has been recorded only in very few instances, and there 
is no definite evidence that the seeds serve as carriers of infection. The mycelium 
remains dormant in the bulb until the spring when it revives again, growing up 
rom the bulb into the developing leaves and finally sending out its conidiophores 
and spores through the stomata into the air for further dissemination of the disease 
to healthy plants. 

The disease may, therefore, be described in two stages: (a) the primary when 

■ b ;'t c, ' d “ “ f" = w ——j. »h£. j. ,5 

ecomes infected from spores produced by the primary stage. 


z 
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Primary Stage 

The appearance of the foliage leaves which grow from bulbs already infected 
with the hibernating mycelium is very characteristic. One or more of the leaves, 
or even the whole plant, appears yellow and glazed, as if varnished ; all parts of 
the plant are, however, quite turgid, and there are no signs of any collapse of the 
tissues despite the presence of abundant mycelium within. The leaves may be 
packed with mycelium and yet show no external sporulation as long as the atmo¬ 
sphere remains dry. Hut in a moist environment infected leaves gradually collapse 
and wither from the tips down. Meanwhile the fungus in the leaves breaks out 
to sporulate (Fig. 327A) and the conidiophores are pushed out through the stomata, 
laden with numerous conidia which are dispersed by wind to start secondary 
infections. I bus the planting of affected bulbs is, no doubt, the chief means 
whereby onion mildew is spread. The fungus keeps pace with the growth of the 
shoot, entering the leaves, the inflorescence axis, flower stalks, and in fact any 
part of the flower. Infections of the flowering stem, or of pedicels, may be so severe 
as to completely girdle them with lesions, causing the blossom to collapse before 
setting seed, and accounting for considerable reduction in yield of seed It 
is, however, rather unusual for the flowering shoots to become so infected as to 



El«:. 327. Downy mildew of onion {l‘erom/sfu,rt/ 
ties Inn-lor). . 1 , ihc plunl covered with conidial 
fructifications. It. oospores in the leaf tissue 
( • 45) (photo by McKay, J. Roy. Hon. 
Hot.) 


Eh:. 328. /•ironosf'oni destructor. A, 
oospore within oogonium. H, ger¬ 
mination of a thin-walled oospore 
(both 450) (photos by McKay, 
J. Hoy. Hurl. Sue.) 
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interfere with the normal development of the seed, but in certain areas in England 
the mildew is troublesome on the seed crop <n a \ There is evidence that the 
fungus may enter not only the wall of the ovary but the ovules as well and may, 
therefore, become established in the seed «• but many have failed to confirm 
the presence of the parasite in the seeds «*• ’■ 11 ». Though the young embryo 

may not actually become invaded, it is not improbable that seedlings might 
sometimes get infected during the early stages of germination ; it is a common 
observation that onion seedlings often retain the seed coat attached to the 
suctorial cotyledon for a long time, and may thus pick up infection from the 
testa ,5) . 


Secondary Stage 

In a series of experiments <"> conducted on seedling onions of the Ailsa Craig 
variety, from the time of depositing the conidia on the leaves, the first discoloured 
spots denoting successful infections appeared in about 14 days. Penetration by 
the conidial germ-tube is always stomatal. First signs of disease consist of light- 
coloured spots on the leaves, later turning yellow and then white, at which time 
they are somewhat sunken from collapse of the tissues. If wet conditions prevail 
the spots increase in size and number, and the green foliage develops a white, 
flecked or streaky appearance. The affected leaves finally lose turgidity, collapse 
and shrivel, becoming very thin and grey. The mildew then breaks out at the 
affected spots to form a purplish growth, the coloration being present both in the 
conidia and conidiophores ,6 >. In about 23 days from the time of initial infection, 
the fungus, travelling quickly between the cells of the leaf, chiefly downwards 
from the point of infection, reaches the tissues of the bulb. In the bulb the fungus 
collects mainly towards the upper surface of the short stem from which it invades 
the developing leaves, and may even enter the delicate leaf-primordia at the 
centre (,J - ,4) . There is no clear evidence that the fungus can bridge across from 
one scale leaf to another in the bulb, and all attempts to set up infection by external 
inoculations of the bulbs have failed The intercellular hyphae arc entirely 
without cross walls and vary considerably in width according to the spaces in 
which they are confined. Haustoria are formed in abundance, and consist chiefly of 
simple, narrow tubes, but sometimes branched specimens also occur (Fig. 329 c, d). 
This is the condition of the fungus in the bulbs at the time of lifting, and as far 
as the alternation of primary and secondary infections usually go, the cycle of 
infection is complete, but there is still to discuss the sexual phase of the fungus 
and the possible role of the resting spores. 

The conidiophores of P. destructor consist of stout unbranched tubes which, however, 
soon divide into four or more outspreading branches, the final numerous ramifications 
terminating in a pair of short sterigmata each bearing a lemon-shaped conidium. The 
conidia range from 43 5 to 69 0 by 22 5 to 30/x (Fig. 329 F, Conidial production 

occurs on an immense scale, and it is stated that, after wiping off these spores from the 
surface of a leaf, as many as three times as they were renewed, new crops of conidia were 
regenerated within 48 hours. But their viability is very brief, and they hardly survive 
removal from the leaf unless collected early in the morning before the dew has dried ,5> l0> ; 
in dr)’ air, light appears to kill them, but they can withstand exposure of several hours 



•• 



■'Hi. ,W> 1 ’irnwnfuirn tlcslrurlw. . Z. diagram shmviny distribution of the fungus (heavy line) in 
a seed I my onion. 2j days after infection. //. mycelium in mcristematic tissue of the mot-stock 
( v 170). mycelium growing up from root-stock into base of young leaf; note haustoria 
( * 170). /). a trifurcate baustorium. from leaf. /■'. invasion of leaf mesophvll piior to forma¬ 
tion of connliophores ( • 104). /*'. eonuliophore ( • 102). (i, //. development of conidia ( •» 170). 
J. conidia ( • 170). K. yemunatinn of a conidium in soil-extract ( ' 170). /..development of 
ooyonia and antlicridia ; top nyht. ooyonium contaminy an oosporc( * * 7 °) (alter Murphy & 
McKay, .SY#\ I’m,. R„y. Ihih. Sm.) 
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to bright sunshine provided the air is not too dry or too warm. With favourable 
conditions of humidity, conidia may continue to be formed on the host over a range of 
temperature from 13 0 to i8 : C. ; at 10 and 20 production is not plentiful, and below 
6° or above 25° C. they are very sparsely developed ; the optimum temperature for 
their germination is about 10 3 C\, the minimum being below 5 , and the maximum 
about 28° C. <T> 9 • 

In addition to conidia, P. destructor also produces thick-walled oospores, fertilisation 
of the oogonia by antheridia, presumably, taking place in the usual manner of the Perono- 
sporaceae ; the oospores, at first colourless, but later red, are round, and measure from 
17 to 37 n in diameter (Figs. 328, 3291.). They are usually found in the leaves and 
flowering shoots, and in a few instances have been discovered in the walls of the capsules 
and adhering to the seeds'*'. They are most typically found in parallel rows in the leaves, 
developing mostly alongside the long veins (Fig. 327 b). The oospores are difficult to 
germinate 00 ', apparently because of the thickness of the wall (3 to 4/*), but it appears 
that the presence of oxygen is an important factor in their germination, and the addi¬ 
tion of a weak solution of potassium permanganate (0 01 to 0 02 per cent.) at 20 C. 
greatly stimulated germ-tube production (Fig. 328 b). The germ-tubes are simple or 
branched, and sometimes form bodies resembling chlamydospores, 21 to 31 by 12 to 23 /x, 
but such bodies have not been found under natural conditions. I'ndcr no further trials, 
however, could the oospores be induced to make progressive growth, and it is doubtful 
whether they play any part in the spread of the disease"". Though there are no proofs 
that the oospores are capable of setting up infections, the possibility must not be ruled 
out, if the right conditions in nature are found, that they may establish scattered foci of 
infection in a crop. In certain parts of North America where it is not the custom to 
allow the plants to over-winter, it is believed that in the absence of a carrier crop, the 
oospores in the soil are probably a source of primary infections The presence of 
the fungus in the floral organs is confirmed by numerous authors "• 7 * "• and despite 

the fact that onlv in a few instances have the ovules or seeds been found to harbour mv- 
• # 

cclium, the opinion appears to prevail that seed infection may still occur. The oospores 
have been found even in the capsules in diseased flowers, but from the few seeds that 
were obtained and sown no infection resulted ; it is suggested, however, that oospores 
adherent to the testa may sometimes be a source of infection at germination < *\ 

• 

While prolonged rainy or muggy periods favour the spread of onion mildew, 
conidia never being formed when the leaves are dry, the incidence of dew is a much 
more important factor in the production of conidia than actual rain l3 '. Though 
the fungus develops its conidial fructifications over a wide range of temperature, 
it is, on the whole, a low-temperature organism and the conidia appear generally 
when night temperatures are between 5 3 and 13" C. ,s '. 

'There is some evidence that physiologic races of the parasite of onion mildew 
exist. The fungus isolated from the variety Welsh Onion infected Allium fistulosum 
var. caespitosum and common onions, but no other variety (7) . Breeding experi¬ 
ments conducted in California ,8 ' indicated a localised resistance in various parts 
of the host. Thus a certain selection of the Italian Red variety showed the seed 
stalks to be immune and the foliage highly resistant ; another strain of the same 
variety while retaining similar immunity had only slightly resistant foliage, and 
seed stalk immunity was also established in the progeny of hybrid forms. Again, 
some varieties of onion may be resistant in the foliage but not in the bulb ; thus 
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Cranston’s Excelsior is resistant only in foliage whereas Up-to-Date is resistant 
both in the leaves and in the bulbs ,,5> . 

Since the perennating mycelium in the bulbs appears to be the chief source 
for the spread of this disease, it is obviously important to examine the plants 
carefully when transplanting and during the growing season, and any showing 
signs of the disease, such as softness of bulb or a yellowing of the young foliage, 
should be rejected or removed. Such plants must be destroyed by burning and 
not left on the ground or taken to the compost heap. As the parasite is tolerant only 
of rather low temperatures, dry heating affected bulbs—to 40°-45° C. for 8 hours 
or more, according to the size, number, and variety of the bulbs—is effective in 
killing the mycelium ,5 »; whilst this temperature may not be harmful to the 
bulbs, the method is, however, risky in practice and it is doubtful whether the 
deeper-seated fungus is rendered innocuous by this treatment. 

All spraying operations against onion mildew arc very difficult to perform 
successfully because of the smooth, shiny surface of the leaves, but with an adhesive 
such as resin fish-oil soap, Bordeaux mixture applied early and repeatedly has been 
found beneficial ; and dusting the plants when wet, either with finely powdered 
sulphur alone or mixed with half its weight of powdered lime, sometimes gives 
good results As a substance toxic to the conidia, malachite green was found 
to be more effective than copper sulphate, and a dilution up to 1 in 150,000 of 
water completely stopped the growth of the conidia, but few details are, so far, 
available as to its practical uses as a fungicide <l6) . 

If possible, new plantings of onions should be made in soil not previously 
given to these plants, in order to avoid any possibility of the hibernating oospores 
restarting the disease. Since autumn-sown onions in proximity to the summer 
crop are a proved source of danger, autumn sowing should either be discontinued, 
or the plants raised under glass in December or January. If the crop must be 
sown in the open, this should be done as late as possible in the autumn, and the 
sowing of seeds for the spring crop should be made as far removed as possible 
from the autumn crop. 
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Onion Smut, ( rocystis cepulae Frost 


Smut disease occurs on all varieties of onions, leeks, shallots, chives, and garlic. 
It is common in the British Isles "• 2 ■ 7 \ and in many areas of the northern States 
of America, where it is believed to have originated in i860, probably on some wild 
species of onion <5> IJ * ,7> . The disease appeared in 1879 in France and Germany, 
and is now fairly widely distributed throughout Europe ; it was not recorded 
outside Europe and America until 1938 when it was reported first in New Zealand, 
and later, within restricted areas, in Queensland, and is believed to have been 
introduced into these areas with imported onions M0 * 12 

The disease attacks only seedlings and young plants, for after passing a certain 
stage of development the host becomes immune. Soon after the seedlings appear 
above ground, infected specimens usually show one or more long silvery streaks 
below the epidermis of the cotyledon and sometimes of the succeeding leaves as 
well, the latter bending over, in marked contrast to the leaves of healthy plants, 
which remain erect ; affected leaves arc also somewhat thicker than normal 
leaves (Fig. 330). When the silvery epidermis over the blisters is broken, the 
lesions become sooty black from the release of dense masses of dark-coloured 
spores (‘ brand ’ spores) from the disorganised leaf tissues below. Within 3 to 
5 weeks after germination, if infections have been heavy, mortality of seedlings 
may be very high. According to the degree of infection some seedlings may 
survive longer, but if new leaves become 
attacked as they develop from the growing 
point, the stripes, and in turn the blisters, 
break out on them anew. Sometimes, by 
vigorous growth, an infected plant may out¬ 
pace the disease, and by casting off the 
infected cotyledon produce a healthy bulb. 

Other lightly infected bulbs may reach 
harvest whilst still retaining infection in one 
or more of the outer scales and, unsuspected 
of harbouring the fungus, may be marketed 
as healthy produce. In most cases, how¬ 
ever, the disease keeps pace with the growth 
of the plants, and, with successive leaves 
developing the silvery lesions, they end by 
developing smut blisters not only on the 

outer scales but on the inner scales as well, A B 



producing shrunken bulbs considerably 
below normal size. There is, however, no 
progressive rotting of smutted bulbs while 


Fic. 330.—Onion smut ( Urocystis cepu/ae). 
A, smut lesions on base of two seedling 
leeks. B, on the leaves (photos by 
Foister & Noble) 
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in storage, and affected specimens can usually be singled out by the characteristic 
silvery stripes at the base of the scales. 

When the lesions burst, the spores, for the most part, fall into the soil, in 
which they may persist for years. Spores may also be carried by wind or in¬ 
sects ,7 - and may be dispersed by any means whereby tainted soil can be 
conveyed during cultivation, on implements, boots, etc., or in surface drainage 
water, but a sure method of spreading the trouble, locally or abroad, is by the 
distribution of infected * sets ’ for planting, or of transplants (past the sus¬ 
ceptible stage) raised in contaminated soil < ,7> . The disease is not carried by the 
seed. 

Onion smut is caused by L'rocystis cepulae , a member of the smut fungi Ustilaginales. 
Each spore of l 'rocystis is not merely a single cell, hut is furnished with a close-fitting 
covering of as many as 20 sterile, hyaline cells, the whole forming a spore hall having a 
dark cell at the core—the true, fertile spore; sometimes, hut rarely, there may be two 
spores within a spore ball. An entire spore hall varies from 15 to 20 /*, the central spore 
itself being from 11 to 15 /x in diameter. The spores are germinable in water, hut make 
better growth in onion juice, especially with the addition of a sugar carbohydrate, but with 
starch, or in an acid medium growth is retarded'". When a spore germinates, a single 
hypha (rarely two) is pushed out between the investing cells of the spore hall to form a 
short, hemispherical tube, the promycelium or hasidium which soon gives rise to a whorl 
of septated, filamentous branches consisting of uninucleate cells. These filaments may 
either bear a number of sporidia arising in lateral positions, or they may further branch 
and anastomose to forma mycelial plate or weft without bearing any sporidia at all 0 ' 6 * 1 ". 
The sporidia measure, on an average, 7 4 to 3*5/1 in diameter, and may bud freely after 
liberation or while still attached to the hyphac, but whether they may function as oidio- 
spores in nature is not known, nor has any evidence been obtained of the conjugation of 
sporidia"". The filamentous branches arising from the short promycelium may, instead 
of forming sporidia, disintegrate in the soil, so as to liberate their component cells, which 
again arc said to bud out and function as oidiosporcsI'pon the germination of the 
brand spores, under whatever conditions in the soil that may induce them to give rise, at 
one time, to mycelium, with or without mycelial plates, or at another time, to sporidia, 
or oidiosporcs it is clear that the organism has an appreciable period of existence in the 
soil, purely as a saprophyte, for how long is not known (a period of 15 years, in the 
absence of a susceptible host is recorded), but it appears in this capacity to be capable of 
considerable resistance to dcssication in the soil'". 

In the presence of a susceptible host the fungus, adopting a parasitic habit, 
attacks the young seedlings as soon as they emerge from the soil. Infection takes 
place through the cotyledon at one or more points below, or on a level with the 
soil ; the ‘ collar *, the part at the junction of root and stem, is the region at which 
penetration of the cotyledon normally occurs. Parasitic hyphae have also been 
found within roots growing around the collar, an observation which would ap¬ 
pear to indicate that the root hairs are the first cells to be entered <,4 \ The coty¬ 
ledon continues to be susceptible until it reaches maturity, which occurs usually 
2 to 3 weeks after germination. If the seedlings can survive that period without 
penetration, the mature tissues of the cotyledon form a sure protection against 
further attacks, and the plants grow up to produce perfectly sound bulbs. Any 
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means, therefore, that can be adopted to induce young seedlings to make vigorous 
early growth so as to hasten cotyledonary maturity, confers upon them complete 
immunity from onion smut. But, maturity of the tissues of the cotyledon does 
not mean that the true leaves ensheathed and protected by it are no longer sus¬ 
ceptible to attack ; when a number of seedlings which had passed the susceptible 
stage were stripped of the cotyledon and the immature tissue beneath exposed to 
the same infection in the soil, 60 per cent, of the plants became diseased ' ,i \ But 
no danger can accrue from the planting of healthy, established transplants or ‘ sets ’ 
in smutted soil, for they are well past the susceptible stage, but infected plants 
placed in clean land are obviously a source of danger when, with their decay, 
the brand spores are set free again into the soil. In general, it may be stated that 
the period of susceptibility to attack begins about the second or third day after 
germination of the seed, and the plants are deemed to be immune from infection 
when they have grown to a height of about 3 inches above the ground 

At infection, the tip of the penetrating hypha bores its way directly into an 
epidermal cell without any preliminary expansion to form an appressorium 81 
and, passing in quickly between the cells of the mesophyll, proceeds to branch 
and keep pace with the growth of the lengthening cotyledon without apparently 
causing any disturbance to the host cells. If initial infection occurs comparatively 
late in the growth of the cotyledon, that is, when it is approaching maturity, 
infection hyphae may be arrested in the epidermis and become disintegrated ; 
it is probable that the occurrence of such disorganised hyphae in some of the host 
cells led to the pronouncement of haustoria being present u \ but later observations 
have failed to establish the presence of these organs in the host ' 8 * 14 The hyphae 
within the host leaf are practically confined to the tissues lying between the vas¬ 
cular strands, and it does not appear that the fungus ever invades the phloem, 
nor are the spore beds ever laid down in the outermost layers of the mesophyll, 
or within the epidermis. Having established itself in the cotyledon, the fungus 
makes its way into the growing point of the shoot, and it is from this region that 
the leaf-primordia become infected. Whether the young shoot can escape infection 
from the cotyledon will depend, as above stated, upon the rapidity with which 
the young leaves develop, and if they are well advanced before the fungus reaches 
the growing point, they develop normally and contribute to the formation of a 
healthy bulb. 

The complete life-cycle of onion smut, from the time of infection to the 
appearance of mature pustules of brand spores on the cotyledons, may be com¬ 
pleted in from 3 to 4 weeks. In the young spore beds all the cells of the mycelium 
remain uninucleate for a long time, and only just prior to spore formation is a 
binucleate condition seen to arise at various parts in the young sorus. It is not 
clear how this new condition arises, except that frequent anastomoses of hyphae 
are evident throughout the sorus, and certain cells become binucleate, presumably 
as a result of migration of nuclei from contiguous cells. Finally, fertile spores 
are produced by some of these binucleate cells, but some of the cells abutting 
on them, also binucleate, become closely adpressed to the spores to form the sterile 
investment, or pscudospores, as they arc called, which are believed to act as 
nurse cells ’ to the developing central spore, and they remain permanently as 
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a covering to the spore hall. The paired nuclei in the cells of the spore ball, 
in both the fertile and the sterile, ultimately fuse, so that the mature spores are 
diploid zygotes. It is interesting to note, according to the foregoing observations (6) , 
that, unlike the behaviour of the infective mycelium of other investigated smut 
fungi, such as those of the cereals, in which the cells of the hyphae are binucleate 
while yet on the surface of the host, that is before penetration, the mycelium of 
onion smut retains its haploid condition icithin the host up to the time of the 
laying down of sporogenous primordia. According to these observations the 
behaviour of l roeystis ccpulae would appear to be unique among the smuts, and 
may provide the first example of a homothallic species in this group of fungi (,oa - 11 \ 

The temperatures prevailing in the upper layers of the soil have an important 
bearing upon the incidence of onion smut. In general, those most suitable for 
infection approximate closely to temperatures which also favour the germination of 
the seedlings " M . Though the margin between germination and infection may be 
small, under conditions in Elba, New York, this narrow interval proved sufficient 
to afford some measure of control over the incidence of the disease, and, by sowing 
the seeds a little earlier than usual, the seedlings escaped infection because the 
seeds germinated at a slightly lower temperature than smut usually develops, 
namely, at 8 and io C. respectively. Moreover, a prevailingly low-soil tempera¬ 
ture of X to 13 C. during early germination helps to lessen the amount of infection, 
and if the temperature in the top inch or so of the soil remains within this low 
range for an appreciable time, a reduction of as much as bo to 78 per cent, in the 
amount of infection may be obtained in comparison with that which occurs at 
the optimum range for smut development, namely from 15 to 20 C. 10 Further¬ 
more, in relation to both soil and air temperatures there is usually a high degree 
of infection at soil temperatures of 20 to 25 C., even when the air temperature 
is higher, as at 30 C\, but a soil temperature approaching the latter figure is fatal 
to the parasite, showing that air temperatures alone are not sufficient to check 
the disease At the higher temperatures, too, the growing plants arc induced 
to make rapid growth, and may thus outpace the fungus in the cotyledon, so 
that the latter is cast off before infection enters the growing point, and the leaves 
develop healthily *'*. 

Germination of the spores in the soil is increased by a free access of air, and 
though the degree of soil moisture is not such an important factor as relative 
temperature in the incidence of infection an excess of water, by lowering the 
temperature of the soil, has the effect of retarding the growth of the seedlings, 
and thus allows the fungus longer opportunity to attack them 

As onion smut is carried from place to place in diseased plants, and distributed 
also in contaminated soil, all infected material should be collected and destroyed 
by burning, but it is by no means an easy matter to eradicate infection from the 
soil. If the affected area can be given over to a complete change of crop, infection 
may, in time, be starved out by withholding all susceptible hosts, but as the period 
of survival in the soil is so uncertain, smutted land should be allowed to go out of 
cultivation altogether ; if this is not possible, and the area is given over to other 
crops, these plants must be confined to the area and not moved about to clean 
land, a process which would immediately render that soil contaminated from the 
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smut-laden soil carried over with them u \ A considerable measure of success 
has, however, been obtained, especially in America ,4 - 9 - l7) , by treating the soil 
with dilute formalin ; a solution of 1 pint of formaldehyde (40 per cent.) in iO 
gallons of water is poured in a fine stream into the furrow, immediately after the 
seed has been sown, and before it is covered with soil (n . For treatment of large 
areas the American method of fixing a small tank containing the formalin on to 
the seeder is used, so that the outlet pipe from the tank delivers the fungicide just 
behind the falling seed, and with a suitable tap on the outflow pipe, the correct 
amount of liquid can be estimated. The seeds are covered as soon as possible 
after the treatment, and unless the soil beforehand is exceptionally dry, the seeds 
suffer no injury. If onions are grown from transplants raised in boxes, they should 
not be placed in smutted soil until past the susceptible stage, which, as already 
stated, is usually 3 weeks, when the seedlings are about 3 inches above the soil. 
All boxes and soil used for sowing under glass should be sterilised by heat or by 
the above formalin method (n . 
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White Rot of Onion, Sclerotiiun cepivorum Berk. 


White rot attacks onions, leeks, garlic, and shallots, and is common in regions 
of cool climate. It was first discovered in England in 1841 (3 >, and was further 
investigated in 1920 when its destructive effect on onion crops was reported from 
many parts of the British Isles ,4 \ In some seasons losses may be very high, as in 
the autumn of 1937 when entire fields of onions in the west of England were 
devastated with white rot (,, « m . First report of its occurrence in America came 
from Oregon in 1918, on garlic and onions (, H The disease is also prevalent 
in north Italy, France, Spain, Holland, Germany, the Canary Islands, Egypt and 
Australia ,2 > 4 -10*. 


White rot is caused by Sclerotium cepivorum , a soil-inhabiting fungus, in the 
life-history of which, as far as is known, no spores of any kind are developed, 
the organism surviving in the soil in the form of minute black sclerotia (micro- 
sclerotia). The fungus possesses numerous strains 14 
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The disease attacks its hosts during active growth and continues as a bulb 
rot after harvest U3 '. Early signs of its presence in the crop are usually to be 
seen towards the end of May or early June, when some of the older leaves turn 
yellow from the tips downwards ; and the die-back may be so rapid, especially 
if the plants are young, as to cause complete wilting of all the leaves. But white 
rot is essentially a disease of the rooting system, and it is from infected roots that 
the bases of the bulb scales are attacked. In the case of late bulb infections, 
however, the scales may be penetrated directly from mycelium in the soil, so that 
light infections may sometimes occur on bulbs which are almost mature. Such 
incipient infections are often very difficult to detect and are a source of great 
trouble in storage or during transit of the exported product, for the decay is 
progressive and quantities of bulbs are often rendered worthless 

On account of extensive rot at the roots diseased plants are easily pulled up 
from the soil, and the bulbs usually contain abundant white mycelium around 
the basal parts of the scales, where it becomes woven into a plectenchyma, forming 
a whitish-grey felt on which tiny black sclerotia duly appear (Fig. 331). These 
small and hard bodies which measure from 0 28 to o-6 mm. are often found in 
such great numbers on the bulb scales as to form a black, gritty crust, and may 
either be superficial on the webbed mycelium or embedded in the outer tissues 
of the scales. On the disintegration of the diseased bulbs the microsclcrotia arc 
liberated into the soil in which they are said to be still viable after 8 or 10 years ; 

they are highly resistant to all 
factors of the soil environment 
and appear to be the principal 
means of carrying the disease 
over from one season to the next. 
In cases where white rot has been 
reported on land in which onions 
or leeks had not been grown over 
a long period of years, or on land 
known not to have carried the 
crop at all, there is evidence that 
the common weed, crow garlic 
vinealr), may act as a carrier 
host ; the fungus has also been 
isolated from the inflorescence 
of leeks kept for seed, infective 
material being found among the 
seed collected from the dried 
heads'; such infective material 
may thus contaminate the seed 
and account for new infections in 
clean land 16 '. 

The exact conditions which 
favour the germination of the 
sclerotia in the soil arc not known, 



Fit;. 331.— While rot of onion (Srierotium refimrum). A, 
In rye bulb with sclerotia near the base. /*. smaller 
bulb, in section, showing rot at base. C. bulb 
show ini’ basal rot. I), the same in section (photos 
by Foister & Noble) 
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nor is it clear whether they exist intact in a resting condition for indefinite 
periods or germinate forthwith to produce a mycelium which is capable of 
existing as a saprophyte until a susceptible crop is sown again ,l2 '. Following 
upon early infection and destruction of the roots, the fungus soon appears as a 
white felted growth on the bulb scales ; when the bulb is submitted to direct 
scale infection early signs of the disease are indicated by a semi-watery decay, 
which is soon followed by a vigorous growth of mycelium at the bases of the 
scales (l °- ,3> . Pure cultures of the organism have been obtained on a variety of 
media, both from the vegetative mycelium and sclerotia, and considerable differ¬ 
ences were found between various isolates ; colonies on prune agar, at 24° C\, 
yielded in some cases the typical whitish mycelium which ultimately developed 
small knots of hyphae, the precursors of microsclerotia, and after 12 days the 
culture was covered with these black bodies ,l0 \ 

White rot is most prevalent in cool weather, at temperatures of 15 0 to 18 ' C., 
and at medium soil moistures. In very dry seasons attacks are slight ,7 '. As the 
organism is essentially a root parasite, the soil-temperature factor is of great im¬ 
portance. In soil contaminated with sclerotia young onion plants were thoroughly 
diseased in 40 days at temperatures of 14 0 to 18 C., with a reduction to half the 
loss at 22 and 24 C., while between 26* and 30 C. infection was absent ,l3 - '*>. 
Factors other than temperature and soil moisture are, however, not without their 
bearing on infection, for the critical point at which infection may be inhibited 
is not that at which there is an evident check to the growth of the fungus, but that 
at which the host is growing most vigorously *'*'• The general conclusion is that 
white rot is a low-temperature disease, becoming aggressive at soil temperatures 
below 20° C., above which the plants may escape infection ; it may occur at as 
low a moisture content of the soil as will support the growth of the host ; but 
with a rise of the moisture content to 50 per cent, and above, a gradual reduction 
in infection will occur, despite the fact that the temperature may remain at the 
optimum for the pathogenicity of the organism ,,4 \ 

For the control of white rot it is obviously of importance to prevent the libera¬ 
tion of the sclerotia from diseased bulbs into the soil, by early removal of such 
with as much adherent soil as possible to prevent their dispersal. On a large 
scale, in the field, there is no method of sterilising the soil to kill the scerotia, but 
on an experimental basis it has been found that if the disease is early detected on 
seedling onions, disinfecting the ground with a 2 per cent, solution of formalin 
may prevent sclerotial development ,s \ and the application of a mercuric dust, 
at the rate of 1 oz. per square yard of soil surface, before sowing, is also 
recommended 

There are several varieties of onions resistant to white rot but none immune 
from it. Those recommended include Up-to-Date, Rousham Park Hero, Im¬ 
proved Reading, and White Spanish; Bedfordshire Champion, Sutton’s Ai, 
and Wroxton Globe, are moderately resistant. The susceptible kinds include 
Ailsa Craig, Giant Zittau, Cranston’s Excelsior, and Premier. The salad variety 
White Welsh is resistant, White Madeira only moderately so ; White Lisbon is 
very susceptible "• 5. 8, 9 . n>. Plants grown in England from seed of home strains 
are said to be more resistant than those raised from imported seed (,) . 
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Neck Rot and Leaf Rot of Onion, Hotrvlis alii, Munn ; B. byssoidea Walk.; 

B. squamosa Walk. 

Neck rot usually attacks onions and shallots soon after harvest, and in storage. 
In some years it may he found on the crop before lifting with subsequent severe 
losses in the store ; autumn sown onions may also show it in the spring, and seedlings 
in the boxes or soon after planting may be attacked at the base « a '. The disease 
was first described in 1X7!), in Germany, and was first reported in England in 
1X94 <«', and recorded here again in 1920 <•>. The first record of its occurrence in 
America was in 1S90 l ’. The disease is also known in Denmark, France, Italy, 

I lolland, and Japan. 

The causal organism of neck rot has. for a long time, been known as Botrytis allii <»•; 
but investigations in America <• ■>' have revealed that two other species of Botrytis, 
II. byssoidea and II. squamosa (Fig. 333 a. 11) arc also implicated, and all three attack the 
host in the same way. through the neck tissues (Fig. 332). B. allii is usually associated 
with that form of the disease which is accompanied bv abundant sporulation on the 
decaying bulbs, this well-established type being commonly called ' grev mould neck rot ’, 
from the characteristic colour of the sporiferous branches. A second type of the rot, 
developing an abundance of mycelium, but showing poor sporing capacity, named 
mycelial neck rot ’ is attributed to II. byssoidea ( Se/erotinia porri is associated with 
this species '" ). A third type, caused by II. squamosa, is called the ' small sclcrotial neck 
rot ’ because of the production of smaller sclerotia. than by the other two species*”*. 
The two first-named species approximate very closely in many features, especially in 
their degree of pathogenicity and range of distribution, whereas the last named appears 
to be relatively unimportant, attacking only the white onion within restricted areas. It 
has, however, been recently observed, in 1941, in Worcestershire, to cause considerable 
leaf injury in onions*'All three species have also been recognised in Holland ,T \ but 
in most areas II. alii is the principal cause of neck-rot disease ; II. cincrea is also reported 
in some parts of England to produce a shrivelling and death of the leaf tips of onion ua '. 

Serious losses from deterioration in storage are attributed to neck rot, both 
in Britain and America, especially of the white varieties of onion, which appear 
to suffer more severely than the coloured yellow or red varieties 

Affected bulbs examined soon after lifting show small white spots on the still 
green but decaying leaves, which soon enlarge in a direction along the length of 
the leaf; these spots may be surrounded by a yellowish area having a water- 
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soaked appearance. But, for the most 
part, the trouble starts at the neck 
of the bulb, extending downwards and 
spreading over the scales along one or 
more tracks which assume a sunken, 
brown,* cooked ‘appearance, and clearly 
marked off from the adjacent, as yet, 
unaffected parts of the bulb. Dense 
tuftsofconidiophores laden with masses 
of smoke-grey conidia soon arise over 
the affected areas 15 >. The spread of the 
disease downwards from the neck into 
the scales is more progressive in a longi¬ 
tudinal direction into individual scales 
than across, from scale to scale, within 
the bulb 

With the advance of the disease, 
under favourable storage conditions, 
black sclcrotia appear on the older, de¬ 
cayed tissues, chiefly in the region of 
the neck, either singly at various places, 
or in such profusion as often to form a 
continuous black crust around thccntirc 
neck of the bulb (Fig. 332). Thesclerotia 
are embedded in the surface tissues of 
the scales, and may sometimes be found 
between the outer and inner scales, but 
at other times sclerotia may be entirely 
absent. When the disease is seen to 
have started at some point other than 
the neck, such as the base of a scale, or 
from any place at the side of the bulb, 
such infections are almost certainly 
traceable to wounds at these points, 
caused probably by careless handling 
at harvesting. Considerable infection 
through cracks in the scales and disc- 
caused by second growth may occur in 
the field when rain follows a drv 
spell ' 4a '. Without such wounds for its 
entry, the fungus does not appear to be 
capable of penetrating the dry outer scales of the bulb, but can spread with the 
greatest of ease in the store by contact between bulbs with bruised surfaces. The 
progress of the disease is very much the same at whatever point it begins on the bulb, 
and as it causes a gradual drying-up of the tissues, the bulb becomes shrunken and 
mummified, so that the disease is actually of the nature of a drv rot, and unless 


l*i«. 33 *-—-Neck rot of onion (Hoirytis allii; H. 
hyssnidm; H. squamosa). On large and 
small bulbs, the lower picture showing 
clusters of small black sclcrotia on the de¬ 
cayed tissues of the neck (photos bv Foister 
& Noble) 
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saprophytic bacteria enter later, 
it does not assume the character 
of a soft, watery, and foetid 
decay. 

The mycelium of D. allii is 
somewhat coarse, richly branched 
and septated, and exists in the 
tissues of the host both between 
and within the cells. During early 
occupation, the mycelium is colour¬ 
less but darkens with age into a 
light-brown tint, but when it col¬ 
lects between the bulb scales it 
usually forms a dirty white, matted 
growth. In artificial culture, as 
on onion - decoction agar, the 
strongest growth of mycelium oc¬ 
curs under conditions of alkalinity 
or low acidity, but under com¬ 
paratively high concentrations of 
either acid or alkali, the fungus passes over to the production of conidia The mycelium 
that comes to the surface to sporulate is of a smoky-grey colour and gives rise to dense 
masses of erect conidiophores, deep brown in colour. The conidiophores branch 
repeatedly near the apex, ultimately to produce very numerous, short, dilated tips beset 
with tiny stcrigmata from which the conidia are abstrictcd in great number. After 
dispersal of the first load of conidia, a conidiophorc may renew its growth by proliferation, 
again to branch and sporulate as before, until finally several conidiophores become 
flattened and twisted upon themselves. The conidia are pale or hyaline, oblong to ellipti¬ 
cal, and measure from 71 to 16 2 by 38 to 6-3 p (average, 10 3 by 5-1 /x) They 
germinate in water to produce one or two germ-tubes which branch out with frequent 
anastomoses. Smaller microconidia arc also sometimes produced ; they arc globose, 
about 3 ft in diameter, and borne on short, hyaline conidiophores ‘ ,2, M \ Sclcrotia, during 
their early development, appear as white, velvety tufts of mycelium sunken somewhat 
into the surface of the bulb, but gradually change in colour from light brown to black, 
finally becoming very hard and horny ; on the side adherent to the bulb they are slightly 
concave, and rounded on the exposed side ; they vary in size from 1 to 5 mm. in length ; 
internally, they consist of densely interwoven pseudoparenchyma, and on the outside 
are protected by several layers of heavily pigmented cells which give the characteristic 
black colour. If diseased bulbs are allowed to decay and rot in the open, these highly 
resistant sclcrotia pass into the soil, but for how long they are capable of survival in the 
soil and are responsible for the renewal of infections in succeeding crops is not fully 
known. The period of longevity appears to depend on the degree of moisture in the 
soil, and under very dry conditions the germination of the sclerotia may be long retarded”’. 
While the sclcrotia may, no doubt, be capable of withstanding the winter, it is not im¬ 
probable, at least in some localities, that the mycelium itself, and perhaps the conidia 
too, may carry the disease over from one season to the next " 1 *. Conidia picked from 
dry cultures of onion agar were found to be viable after 2 years, and mycelium was 
rejuvenated from cultures 9 to 12 months old 



333 -—Hotrytis hyssoidea and /infryrit squamosa. .-/, 
H. hyssoidea showing the characteristic features of the 
conidiophores, conidia, anti their germination. H, 
H. squamosa, the same ; note, in the lower futures, the 
degenerating sporiferous branches shrinking hack in 
accordion-like folds ( • 300) (after Walker. Phytofuiih.) 
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Neck rot attacks its host under conditions of high humidity. No infection 
of normal uninjured leaves, nor of neck tissues, occurs if these parts are dusted 
with the dry conidia, but if drops of water are supplied, or the plants are wet 
with dew or rain for two or three days, with prevalence of cloudy weather, infection 
is generally successful. There can be little doubt that the fungus is capable under 
humid conditions of penetrating unbroken cuticle of succulent, turgid scales, 
and that possibly some amount of infection may thus take place actually in the 
field, before the tops have dried out, for it is found that bulbs with immature tops 
show a higher percentage of infection than those which are thoroughly ripened. 
If, however, as already indicated, the host surface is bruised or in any way injured, 
the insertion of spores or sclerotia into such wounds never fails to result in rapid 
infection. In the great majority of infections occurring on matured bulbs, the 
spores gain access to the neck tissues through wounds made by twisting off the 
tops at harvest, or through careless handling during storage, or by bruising of 
the scales while screening. The spores grow easily in the material supplied to 
them by the moribund tissues at the wound, or in the dead remains of leaves 
in the tops left on the ground. Under natural conditions it appears to be very 
exceptional for infections to become established through unwounded outer scales, 
and though white varieties of onions are usually more susceptible to the rot than 
coloured kinds, both arc equally susceptible when infected through wounds. 
Succulent, sappy bulbs arc much more prone to this disease than hard, well- 
ripened bulbs. 

Humid, cool weather during the growing season appears to render the plants 
susceptible to infection. In well-grown crops, ripening time is indicated by the 
leaves toppling over while still green ; thick-necked bulbs do not do this so readily, 
and bulbs with thin necks are hardier, less liable to infection, and are altogether 
better for storing. It should be the practice, at harvest time, to pull the plants 
during dry weather and allow them to ripen in the sunshine ; when this process 
is carried out under damp conditions, or when the bulbs arc allowed to remain 
in the wet, much of the infection is given a start at harvesting (2> . 

All the three species of Botrytis cited above respond quite similarly to variations 
of temperature. At low temperatures of 3 0 or 4 C., growth was found to be 
very slow, the optimum lying between 20° and 25 0 C., and the growth of all three 
was meagre at 33° C. The most rapid decay of the bulbs occurred at 15 0 to 20° C., 
and above 26° C. the amount of disease and rate of decay decreased appreciably <l2 >. 
While it has been observed that moist, cool conditions are favourable to the growth 
of the fungus, these are also the conditions which delay the maturing of the crop, 
tending, as already mentioned, to increase of succulence in the neck tissues, and 
thus retarding the important process of the drying of these tissues, a procedure 
of greater importance as a means of preventing infection than any other devised 
for its control. 

The selection of coloured varieties of onions in preference to white is advised 
since they have been found to be generally more resistant to practically all diseases 
of this plant. The resistant principle appears to reside in the pigments existing 
in the outer scale and neck tissues of these bulbs, and is believed to be proto- 
catechuic acid, a substance which has been found experimentally to be extremely 
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toxic to the fungus of neck rot ,6 - While the cultivation of the crop, to ward 
off the disease, should aim at the production of sturdy growth, delayed growth 
should not he encouraged as it tends to increase the succulence and thickness of 
the tissues in the neck region. Only bulbs with firm, narrow necks, the dead tips 
of which easily fall off, should be used for storage purposes. Bulbs in store should 
he frequently examined for symptoms of decay ; they should be housed on latticed 
shelves for thorough circulation of air to keep them dry. If the weather at time 
of' curing * is unfavourable, it may be found advisable to resort to artificial drying, 
the bulbs being set out in shallow crates, and placed in a kiln through which 
warm air at too to 120 F. is forced for several hours until the neck tissues arc 
thoroughly dry s \ 
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White Tip of Leek, Phylophthora porri Foistcr 

This disease which is confined to leeks has probably been in existence in Britain 
long before its discovery in 1928 in Scotland Since that date it has spread 
and is now present in the I.othians down to the Borders. In England it has no 
doubt been confused with downy mildew of the onion for many years, and following 
soon upon the discovery in Midlothian, it was recorded in 1931 as being somewhat 
severe during 1929 near Cheltenham and around Bristol s \ but, so far, there 
are no reports of its occurrence outside the British Isles. 

White tip causes a yellowing and die-back of the leaves, starting, .as the name 
suggests, at the tips, these affected parts finally turning white (Fig. 334). The 
bleached effect may extend from the tip for about i to 6 inches, and the discoloured 
part may either collapse and decay or become crisp and curled. These early 
symptoms may, however, start at one or both margins of the leaf, at any point 
from near the tip to about half-way down ; a one-sided attack causes the leaf to 
contract and twist around the infected part. Infection causes some degree of 
water-logging of the tissues, either close to the bleached area or in advance of it, 
and may start half-way down or at the base of the leaf, in the latter case causing 
the whole leaf to wilt. 

The disease attacks leeks young and old, the former remaining stunted, and the 
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latter, if severely infected, rotting away j HI 1 

and breaking off at soil-level when /'’i&Sr]•?« f 

pulled up. Even plants slightly in- rffl f 

fected wilt early when gathered, where- * jjffj SH 

as healthy ones remain firm for several f jgN pfilfMU BT 3 

days. 'Ehe trouble usually breaks out * ViS 

rather late in the season, but the time fh. j. f jfjl }•;*’ BjHf 1 

varies much with the locality and Mrr I !?'•* 

season. In Scotland, in 1928-9, it began ' f ! f Fl • iff \ P!T ; 1 

in September; in 1929 30, in January ’ I If/ «® j. 
and in 1930-31, in December ,2 ‘. In f jj ij *■ f'j Ml -jjty 

the Bristol area in 1930 it was fairly 

general by October,and in 1931 wasob- ? 5 a jP;. 1 f | •’ 

served on plants about to be harvested; 

and on winter leeks it commenced on j W h* ''VVI M\‘‘ 

infected ground early in November ,4 ‘. f it * rj 9 

These discrepancies in times of out- '1 r A 

breaks in England and Scotland are • |lf ( 

probably correlated with the prevailing * \ '/ J 4 . 1 * frll 

temperatures and length of incubation. ( 1C jr HU 

the latter being longer in Scotland I j , ; j 3 ; |v *11 tflie 

The fungus causing this disease is/V/v- j 

tophthora Jtorri'*'. Its mycelium is present * * MB 

in greater quantity in the yellow, water- F,<; - 3J4 — White tip of leek (Phytophthora porri) 

ImhoiwI . ,i „ , : ,1 i*-, c (photo by loister, Proc. Hot. Soc. Ellin.) 

logged parts than in the white portions of 

the leaves, and consists of hvphae which are exceedingly variable in width, from 2 4 to 12/t 
(average 6 to 8^), and appearing in places almost vesicular ; it is non-septate, moderately 
branched, and occupies the cells and intercellular spaces. The mycelium may travel from 
the leaves into the stem, even into the base of the plant but not in any great quantity. In 
culture, the mycelium shows peculiar coiled or spiral branches, especially when about to 
form oogonia and antheridia. The optimum temperature for vegetative growth on an oat 
medium was found to he 25 0 C., the minimum and maximum being 8' and 35' C. respect¬ 
ively. It is rather remarkable that while many species of Phytophthora develop their asexual 
fructifications in great abundance, the sexual organs being usually sparse or imperfectly 
developed, Phytophthoraporri has not been observed to form sporangia on the host plant 
under natural conditions whereas the sexual structures are found in great profusion. In 
culture, however, sporangia, sexual organs, and oospores are produced abundantly. The 
sporangia are inversely pyriform, with or without an apical papilla, and vary in dimensions 
according to the nature of the medium ; when cultured on the host they measure from 

37 to 75 by 31 to 48 11 ; on soil, from 31 to 55 by 28 to 42/t ; and in water from 31 to 82 
by 23 to 52/t ; they are terminal or intercalary on the sporangiophores, and germinate 
direct by germ-tubes, or indirect to form zoospores which measure from 10 to 15^. 
Oogonia and antheridia are found in abundance in the yellowed parts of the leaves. The 
oogonia are rather thick-walled, hyaline, from 29 to 44 fj. in diameter (mean between 

38 and 39 fj) ; antheridia may he paragynous or amphigynous, and the species is 
homothallic ; oospores arc spherical, thick-walled, light yellow, and tend to mature 
more and more as the leaves get dry ; they measure from 19 to 36 /t in diameter (mean, 


Eio. 334. —White tip of leek (Phytophthora porri) 
(photo by 1 -oister, Proc. Hot. Soc. Pilin') 
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between 32 and 33 p) ; both oogonia and oospores are much smaller on the host than in 
cultures. 

The mycelium is capable of growing saprophytically on the soil, but makes 
little headway in soil cultures unless other organisms are leached away or killed 
by soil sterilisation. In a scries of experiments on host infection a culture of 
mycelium in sterilised soil tailed to infect young seedling leeks, but developed 
sporangia in great profusion on the surface of the soil. In many instances aerial 
infection of plants was traced to infected soil, and it is not unlikely that sporangia 
produced on soil are carried by wind to set up infections of the green parts of leek 
plants. If sometimes sporangia do actually occur in nature on the host, they are 
probably produced only under conditions of very high atmospheric humidity ; 
during a series of inoculation experiments sporangia were actually found inside the 
leaf, having developed within the tissues, presumably owing to the higher degree 
of enclosed humidity than outside the leaf. They are developed readily if pieces 
of P urc cultures are placed in water or liquid media, at 15 0 to 18 0 C. ; at io° C. 
they do not develop. 

1 he disease may be kept in check by dusting the plants with a mixture of 
1 part of copper sulphate to 4 parts of hydrated lime, applied at the rate of 2 oz. 
per square yard, and repeated every 3 or 4 weeks, if necessary, and is advisable 
in places where the trouble has previously existed. But as the disease does not 
spread very readily, it can often be checked even after its appearance, and the dusting 
may not be necessary in the early spring as by then slightly attacked plants may 
outpace the infection. No varieties of leeks are known to be immune ; the varieties 
Lyon and Musselburgh are very susceptible in the field. 

1. Foifttcr, C. 1*;. : 1929. (in!nr s', ('limn. Ixxxv, 106. 

2. — ■ <>31 - /'w. KtUn. Hot. Soc. xxx, 257. 

3. Ogilvic, I... sind Mulligan, B. <>.: iqji. Rf>t. .-Inric. Hort. Res. Sin. Bristol, 1930, 131. 

4 - — — >932. Ibid. 193 '. 124- • 

5 - — *931. (irdnrs*. ('Iiron. Ixxxix, 360. 
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Phytophthora Rot of Apple and Pear 

Phytophthora cactorum (I,eb. & Cohn) Schroet., & P. syringae (Kleb.) Kleb. 

This type of fruit rot is fairly common on apples and pears in Britain, Europe, 
and America (, °- ,2 - ,4> ,s - ,9 * 2il . In some cases it is due to the activity of two 
species of Phytophthora , P. cactorum <■*> and P. syringae '"’i in other instances 
only one or other of these two fungi is implicated on either of the two hosts (,2 > 's*. 
In general, P. cactorum appears to be the species more commonly concerned ; 
in America it causes a ‘ collar rot ’ of apple trees in addition to a rotting of the 
fruit <2 \ and is also known in England and America to affect the fruit of the straw¬ 
berry causing a ‘ leathery ’ rot «'• '•>. It has also been found to injure the roots 

of hops in Sussex and Kent 110 a *. P. syringae also attacks the buds and shoots 
of lilac ( Syringa ) <6 - 7 \ and is implicated in 'ink disease’ of sweet chestnut 
( Castanea ) (9) . 

Phytophthora rot was first observed in 1904 in Switzerland, on fallen apples, 
and the same disease was later reported to cause a die-back of the branches < 16 - 17 \ 
It is observed mostly on windfall apples and pears on wet ground, rarely on fruit 
on the trees. 

The general effect of the rot in both apple and pear is that of a brown discolora¬ 
tion of the core and flesh, both in the larger vascular bundles near the core and in 
the smaller ones throughout the fleshy pulp ; the browning from the larger bundles 
may extend into the stalk of the fruit for a part or the whole of its length (l9 - 21 >. 
In neither case has the affected fruit any marked odour or taste ,,9> . 

There are, however, some slight differences in the symptoms on the two hosts. 
In the apple the discoloured flesh is not so deeply browned as in the pear, and the 
external lesions are also a lighter brown than they are on the pear. Glistening 
clusters of asexual sporangia appear on these surface lesions and the spores 
are perhaps more plentiful on the pear than on the apple. In apples affected with 
P. cactorum the mycelium is often to be seen through splits in the skin, forming 
a whitish bloom on the surface <24) . When P. syringae occurred on certain apples, 
white tufts of mycelium were found to develop at the lenticels while the fruit 
still retained a more or less firm texture <,2) . In another instance, the same fungus 
produced brown areas on the skin of the apple, rather like bruises, but without 
altering the shape of the fruit which also remained somewhat tough, a condition 
believed to be due to a different strain of this fungus (,5) . 

P. cactorum produces various types of spores (Figs. 25, 335) between which it is not 
easy to distinguish in culture, by size, shape, or mode of germination <«• »>. These include 

7*3 




3 . 15 - I'hylnplitliorii cnet nr urn causing apple rot. . /. unichusial sympodium of a sporangiophore 
grown in a moist atmosphere (in outline only .170). /#. (.*, /). resting sporanpia which have 

germinated to give short mvcclia and reproductive organs. H. C, hear a young oogonium and 
antheridium. />. hears sporangia (these resting sporangia were found in a seven-month-old culture 
which hail heen soaked lor 2 days in dilute apple juice) ( s 300). /•' M, stages in the develop¬ 
ment of oogonium, antheridium. anti oospore (composite drawings of median longitudinal 
sections) ( 700). /:’. oogonium and antheridium. a few hours old. grown to full size; the 

oogonium has about 24 nuclei and its antheridium about 9 nuclei. /•’. ooplasm separated from 
periplasm ; nuclei of periplasm are in division prior to degeneration, (i. anthcridial nucleus 
has entered ooplasm ; oospore wall forming. //. immature oospore ; the two nuclei not yet 
fused. J, oospore after a period of dormancy ; nucleus preparing for division, oil globule still 
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typical sporangia, resting sporangia, sphaeroconidia, chlamydospores (all multinuclcate), 
in addition to the sexually produced oospores (uninucleate). The oogonia may he 
fertilised by paragynous (chiefly) or amphigynous antheridia. The non-septate mycelium 
produces the ordinary thin-walled, elliptical or pyriform sporangia singly and terminally 
on sympodially branching sporangiophores 20 to 40 /x long ; the latter emerge through 
the epidermis in small tufts ; the sporangia measure from 35 to 65 by 22 to 35 /x, and 
the papillae are from 4 to 6 /x long ; occasionally sporangia may be found to measure 
from 70 to 80/x in length but a typical one is about 36x28/x ,s \ Conditions of 
high humidity and good aeration favour the production of sporangia Germination 
occurs direct by germ-tube or indirect by zoospore formation. Resting sporangia, 
formed in the same way as the ordinary sporangia, are adapted for long survival and 
are laden with fatty reserves ; they germinate direct to produce thin-walled sporangia 
which in turn produce germ-tubes and more sporangia so that continuous systems or 
chains of sporangia may result. Or, a resting sporangium may produce vegetative 
mycelium, or sporangia, or even oogonia and antheridia almost immediately on germina¬ 
tion. Sphaero-conidia are extremely variable in size, and may arise in an intercalary, 
rarely terminal, position on short hyphae ; they arc merely hyphal swellings, and 
measure from 33 to 40 /x in diameter. Chlamydospores are also spherical, terminal, 
rarely intercalary, and without a papilla ; they are thicker-walled than the resting 
sporangia and rest for a longer period ; they are laden with oily reserves; they produce 
a germ-tube which may give rise to sporangia, or sporangia with zoospores. The 
oospores have a thick, smooth wall, and measure from 22 to 30/x in diameter The 
oospores must be fully matured before they can germinate, a process which has been 
rarely observed, demanding a long period of dormancy or ‘ ripening ’, but in a culture 6 
to 12 months old they were found to grow when kept moist at i5°-25 C. u> In its 
possession of a highly resistant mycelium, oospores, chlamydospores and resting 
sporangia, P. cactorum is eminently well supplied with means of perennation. 

The sporangia of P. syringae arc non-papillatc and this fungus does not produce 
sphaero-conidia The sporangia, borne on sympodially branched sporangiophores, 
from 1 to 7 in number, measure from 40 to 75 by 30 to 42 jx'"'; or have an average of 
38 by 26/x <,,) . The oogonia arc spherical, 26 4 n in diameter, containing each a round 
or slightly oval, yellowish, smooth-walled oospore. The oospores have an average 
diameter of 24 4 /x (,2, l and may range from 18 to 36 by 17 to 25 /x 4 "*. 

This fruit rot is somewhat sporadic and localised in its occurrence and is 
severe only during wet weather at the time the fruit is approaching maturity Ui) . 
It is not very clear how initial infections become established on the fruits of apple 
or pear, but under experimental conditions uninjured fruits of both were successfully 
infected when placed in dishes containing wet soil collected from an infected 
orchard <| 9 ) . The uninjured fruits were also infected through the lenticels by the 
application of an inoculum of zoospores <8) . There is evidence that in old orchards 
suffering every year from this type of fruit rot, the fungi concerned are capable 
of survival in the soil under the trees. It is not improbable that under such con¬ 
ditions contaminated soil may sometimes be splashed up to the lower branches 

undigested, endospore becoming eroded in digestion. K, oospore on the point of germination ; 
nuclei about 32 in number, neither oil globule nor endospore completely absorbed ; germ- 
tube through exosporc, but not yet through oogonium wall. L, M, later stages in germination ; 
the anthcridium occasionally becomes loosened from the oogonial wall (after Blackwell, 
Tram. Bril. Myc. Soc.) 
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of the trees, especially those of cordon trees, and possibly through wounds, cause 
infection which may bring about collar rot, or a die-back of the branches, as above 
mentioned Artificial infections have also been successfully performed on 
fruit whilst still growing on the trees ; inoculum introduced into wounds in the 
skin of a pear resulted in infection, causing the fruit to drop, and in another instance 
when zoospores were placed in water at the stalk end of a pear on the tree the fruit 
dropped at the end of io days and showed a discoloration extending from the 
stalk-end for about i cm. down one side, but such infections were not always 
successful <w \ 

Since the fungus continues to develop on the fallen fruit this should be collected 
and burnt, and any rotted fruit on the trees should be removed. 
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Mildew of Apple and Pear, Podosphacra leucotricha (Ell. & Evcrh.) Salm. 

Apple mildew is common in all fruit-growing areas and in some seasons causes 
considerable damage in Britain ; pear and quince are also susceptible to the same 
disease <*• s * 7 - l2 - ,s - 22> . 

The mildew is usually seen on apple trees as soon as the buds burst into leaf. 
Sometimes buds are so heavily infected in the previous season that they are killed 
outright, and infected buds which succeed in making growth produce only 
weakened, mildewed shoots. Early symptoms on the leaves from such buds consist 
of small patches of white or grey mildew on the under surface (the first part of the 
young leaves to emerge) but as the leaves develop, both surfaces become covered 
with a white floury coating of mycelium and spores (Fig. 336). Affected leaves 
grow longer and narrower than ordinarily, and by a curling of the margins appear 
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to be somewhat blistered or 
crinkled. Later, starting at the 
tips, the leaves turn brown, 
the discoloration spreading 
gradually until the entire 
lamina presents a scorched, 
bronzed appearance, a condi¬ 
tion which results in the death 
of the leaves. The effect of a 
severe foliage attack is to bring 
about partial defoliation, and 
except for a tuft of small leaves 
at the ends of the shoots some 
branches may be quite de¬ 
nuded of leaves. An affected 
tree may often be left with 
only a quarter of the foliage of 
a healthy tree, and if attacks 
are recurrent every year the 
amount of wood formed be¬ 
comes less every season. Early 
attacks on young nursery 
growth may prevent the forma¬ 
tion of wood entirely 15 Fruit 
buds usually suffer more from 
the mildew than vegetative 
buds, often to such an extent 
that they fail to produce any 
blossom at all. Those attacked 
in blossom may show the flowers with distorted sepals and pedicels, with the petals 
unusually narrow, and pistils and stamens arc frequently sterile so that no fruit is 
ormed <6 \ Fruits attacked when young remain small and deformed and tend to 
develop a roughened surface. 



Flo- 33 ft " Apple mildew ( PiHlmpImeru Icurutrkhu). The 
lesions on Meins, leaves, and blossom (photo I'.S. Dr fit. 
Iziie. /•'min'. Hull. 1120 by permission of ||. |\ (Jould) 


Apple mildew is caused by Poi/ospharra leucotrid m (Ilry siphaccue). _The superficial 

mycelium, which sends haustoria injo the epide rmis ( Fig. 337). gi'ves rise'throughout the 
. n t0 * Profusion of acral conidiophores on leaves and young shoots. Each conidio- 
P lore develops a chain of conidia which are set free anTT dispersed by wind. The conidia 
arc ova,, and measure from 28 to 3 o by .2 /t . The fungus also' produces perithecia 
nl e,s f ocarp f>» and ,h °URh hv no means scarce, they appear, at least in some countries: to 
Th } »!, u an> parl al al1, in carr > in K *he disease over from one season to the next. ” 

ey have been found in England_onsome varieties as early as Mav. and on strong-growing 
gs may continue to he formed well into the summer, and on which they persist through 

maVlTm,?- k m ° Sl,y ° n lhe currcm seasim ’ s wo ” d (nirdy on older wood) and 

veins T^kT 5 ^ f ° Und °" S ? cker * row,h 31 lhe basc of <>n the midrib and larger 

eloboso C , S * t T T ,C3f Slalks * rarcl > on lhc These fructifications - arc 

globose-depressed, black, partially embedded in the mycelium, and measure from 75 to 
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96 /x in diameter. They are furnished with two kinds of appendages ; those which spread 
out from the apical, depressed part ar JTong s tiff and b nstlyP while the others which 
emerge near theTiasc arc short and tortuous and evidently serve to secure the cleistocarps 
to the mycelium ; the function of the apical appendages is not clearly known but may 
possibly be that of retaining moisture within the depressed apex of the cleisJagarp. -The 
cleistocarp opens irregularly, and the single ascu s, 5 5 to 70 by 44 to 50/x, may be 
entirely and violently ejected, carrying with it all its 8 ascospores* (which measure from 
22 to 26 by 12 to 14 /t). or only its tip may extrude through a slit in the top of the 
cleistocarp, before it breaks open to set free the spores, but as a rule the entire ascus is 
shot forth and in contact with water it explodes to set free the spores. Little is known 
about the germinating capacity of the ascospores ,J,) . 

Though cleistocarps may in some localities enable the fungus to survive through 
the winter to bring aboutjinmacy infections in the spring, they do not appear to 
fulfil this function in Britain. Here and in most places the fungus survives in the 
form of a resting myceli um in the buds. The early symptoms of mildew, above 
described, which appear in th e spring at th e bursting ofThe buds arc traceable 



I'ic. 337 -— Podosphaera leucotriiha. . 4 . diagram 0 f scc ,j on through infected axillary bud (in 
January), showing normal hvphac and haustoria ( x 40). H, a hvpha with haustorium ( x 330). 
C, median section through dormant bud of infected terminal shoot, after removal of bud scales 
( x 17). D, E, haustoria, latter binucleate ( x 800). F, encapsulcd haustorium in enlarged 
epidermal cell ( * 14°)- the same, showing a disorganising nucleus, and barrier ( x 580). 
II, the cleistocarps (after Woodward, Trans. Brit. Myc. Sue.) 
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to a hibernating mycelium which had become established within the buds during 
the previous season, and these early appearances of the fungus constitute the 
primary infections. Once the mycelium comes to the surface of these early 
infected shoots, conidiophores and conidia a re soo n pr odu ced in abundance ; and 
whilst it is believed that no general infection occurs other than that arising from 
infected buds UM , observations are not wanting that the mildew can also spread 
by secondary infections t,8) . 

A high degree of atmospheric humidity is more essential for successful pene¬ 
tration of the leaf by the germinating conidia, than actual moisture on the lamina. 
The conidia germinate at an optimum between 19 and 22 , or 25* C. 10 ', 
and the superficial mycelium g rows w clf af 20 Crr temperatures of 33 C\, 
and over, are fatal to the conidia. A dry but turgid leaf, its cells of high water- 
content, offers the best conditions for mildew attack. 'File germ-tube penetrates 
the epidermis direct without forming an appressorium, and a simple, spherical 
haustorium early becomes established in the entered cell. In the leaf, most of 
the infections go no further than the epidermis before the developing hyphae 
spread out over the leaf to form the superficial mycelium, but in severe attacks 
the fungus may sometimes penetrate further into the mesophyll, and though it is 
difficult to establish their presence, there is some suggestion of the development 
of haustoria in the mesophyll cells, but normally these absorptive organs are 
confined to the epidermal cells. No doubt, such cases of mesophyll, in addition 
to epidermal penetrations follow upon deciease or loss of resistance in the leaf <2n , 
and there is evidence that resistance to infection increases as the leaves get older, but 
even then such resistance can be partially broken down by abrading the cuticle 

1'rom the time that infected buds produce their conidia-laden shoots in spring 
there is barely a month’s interval before the fungus investing these young shoots 
proceeds to provide for next year’s infections. This it does by attacking the tender 
buds in the axils of the mildewed leaves. At such an early stage of development 
the axillary buds are imperfectly protected against attack especially at their tips 
where scale leaves often fail to meet, thus offering an ideal means of entry for the 
parasite. Not only leaf buds, but fruit buds on the terminals of spurs also become 
similarly invaded. It all depends upon the severity of attack in these early bud 
infections whether the young buds are killed outright or whether they survive ; 
surviving buds develop better protection by additional bud scales and become 
effectively sealed up. Thus protected by more effective bud scales, the mycelium 
nesting between the scales is enabled to survive on the tree throughout the winter, 
and remains dormant until the spring when the cycle of primary infections starts 
over again, the period of perennation being roughly about eleven months. Mean¬ 
while the imprisoned mycelium has maintained itself within the buds by establish¬ 
ing haustorial connections with the bud tissues, and there is little doubt that 
the haustoria in the leaf tissues enclosed by the bud scales plav a vital part in 
perennation (2l) . 

I here is no definite evidence that outbreaks of mildew are favoured bv one 
type of climate more than another, and while it is stated that the trouble in some 
localities is worse in hot and dry seasons, in others it is said to be encouraged by 
warm, moist summers, or by cool, damp sunless weather <*«. >s>. The disease 
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is generally worse in overcrowded orchards and on ill-ventilated espalier growth 
than on trees of the same age and variety, planted well apart (,4) . Some state that 
the trouble follows on an exceptionally late and cold spring. Such was the ex¬ 
perience in Czechoslovakia where, after an entire absence of the disease in 1927, 
the mildew broke out severely in 1928 following upon low temperatures in the 
spring, indicating that the disease had been dormant since 1926 when the trouble 
was reported to be very severe 16 in 1927, in a locality in Czechoslovakia, 
/\ Icucotricha was found to be the cause of a graft-malformation resembling 
witches' broom 

Though there is no evidence that specialised forms of the mildew exist, the 
fungus reacts differently on some varieties of apple ; for instance, it affects the fruit 
of some kinds more than others. The same mildew which, less frequently, attacks 
the pear shows no morphological differences from that affecting apple, but it is 
noteworthy that cleistocarps are of commoner occurrence on the fruit of the pear 
than on the twigs. These fructifications are also common on some particular 
varieties of apples, more than others, notably Lane’s Prince Albert and Early 
Victoria, whereas on other apple varieties they arc to be found, in general, on the 
twigs. Apples and pears differ considerably in varietal susceptibility to mildew 
and comparatively very few exhibit a high degree of resistance to the disease (,s - 2, ‘. 

Poor soil and wrong cultural practices are largely responsible for epidemics 
of apple mildew. Hut even slight differences of habitat, connected with exposure 
and altitude mainly, play an appreciable part in the course of infection ,l0) . In 
general, the trees are less resistant when grown on heavy clay than on moderately 
light soils. (»ood control over the disease can be obtained by improved cultivation, 
adequate manuring and well-balanced pruning to stimulate vigorous growth 
Since the initial outbreaks of mildew in the spring start from infected buds, all 
shoots mildewed during the season should be removed early because it may not 
be so easy to distinguish them, later on, from healthy shoots. When the buds 
open in the spring, all shoots showing signs of mildew should be cut off, and 
though this may entail considerable loss of blossom their removal will help greatly 
to reduce the chances of bud infection. Experiments connected with ‘ plant 
injection ' in general pathology, showed that apple-shoot treatment with sodium 
thiosulphate controlled infection with /*. Icucotricha <M> . 

To protect the trees against external infection it is recommended to spray at 
intervals with lime sulphur as follows : 

(//) 1 15 dilution, when the buds are green (‘ green-tip ’ stage); 

(/>) 1 (35 dilution, at ‘ open-cluster * stage ; 

(c) 1 60 dilution, at blossoming (' full-pink ’stage); 

(</) 1 100 dilution, when about half the petals have fallen ; and 

(r) Followed at 10 to 14 days’ intervals with the same strength of 

fungicide <*• ,0 - l7> . 

Obviously, winter spraying of the trees is useless since external application of 
the fungicide would have no effect on dormant mycelium in buds protected by 
thickened scale leaves ,l, \ Application of atomic sulphur in dry or liquid form 
is also recommended, the latter in the proportion of 10 lb. per 100 gallons of 
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water (s * 7) . As already indicated in sulphur treatment of apples against disease 
(p. 232), some varieties arc intolerant of this mineral, and, for these, sulphur- 
sensitive kinds, spraying with washing-soda and soap (p. 820) is advised. 
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Blue Mould of Apple, Penicil/iton expansion Thom 

Blue mould is often responsible for serious wastage of all kinds of apples in 
storage. It produces a rapid, soft kind of rot which may start at any point on 
the surface of the fruit. The affected part soon becomes covered over with tufts 
of the bluish-green fructifications (Fig. 338) of Pcnici/lnon expansion causing the 
rot, and this fungus is probably the most common of all organisms which mav 
be found at all times on harvested apples and other fruit *. In some of the larger 
fruit-growing areas, where it is the custom to wash the apples before packing, 
it has been ascertained that several million spores of this fungus pass through the 
washing tanks after a day’s run, so that the number of spores ordinarily carried 
into the packing rooms and boxes of unwashed fruit sent to market, ready to attack 
the fruit through the smallest abrasion, must be enormous ,8 ’. 

I he fructifications of P. expansion on the apple are those which bear conidia ; 
the perfect ascigerous stage of deistocarps has not been found. The former consist of 
rather large, blue-green tufts or coremia of conidiophores, around the points of infection. 
The conidiophores are smooth, long, and intertwined into fascicles. The ultimate 
branches of the latter are arranged close together and finally terminate in narrow phial ides 
7 to 9 by 2-5 n w ide, w hich bear long, loose chains of broadly elliptical conidia (phialo- 
sporcs) measuring on an average 3 5 by 3-2 n' 1 " (Fig. 77 c). 

Infection of the fruit usually takes place through wounds in the skin, such 
as would be caused by insect bites, careless picking, or rough treatment in the 
process of washing or storing. Infection is also believed to occur through the 
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In.. ;;V Blur mmiM «»| .ipplr {l\ni, iI limn expansion). . 1 . showing clusters of the blue-green 
oiniili.il iructitic.ition*, tplmto l>\ Worin.ild. Iiitmtcs *»/ /-'mils mi,/ H<>[>s, Lockwood). H, the 
ciirlv. white m\eeliill condition (photo by bolster & Noble) 


lenticels in tin* epidermis of the fruit, though it has been established that the 
presence of small brown spots just below the lenticels is not always traceable 
to fungal infection but to a physiological disturbance of the apple tissue in the 
neighbourhood of the lenticel, and formed quite independently of infection *"• ,5 ‘. 
Lenticels on the fruit, however, are normally not so well organised as those on 
the woody stems, which are furnished with phellogen, and those on the fruit 
may remain more or less permanently open for gaseous exchange, or become 
imperfectly closed merely by an extension of the cuticle or by cutinisation of 
the exposed cell walls, and. therefore, are more open to infection 17 On the 
epidermis of very young apple fruits long hairs are also present, and if these are 
broken olf near the base, infection may enter at the scars or hair pits. During the 
swelling of the fruit, the epidermal cells divide and keep pace with its growth, 
but at points where stomata, lenticels. and hair pits have been imperfectly sealed, 
breaks in the skin are liable to occur, thus giving the fungus open access to the 
pulp It is also said that infection can enter the apple, after picking from 

the tree, bv growing down the stalk into the fruit 

There are numerous factors which appear to encourage lenticular infection. 

It is said to be more prevalent in some localities than others, or on different 
varieties of fruit, and to occur more on fruit borne by young than by older trees 
While the number of lenticels per unit area is said to vary according to the variety, 
certain factors of the environment also appear to control their number ami develop¬ 
ment. Thus the variety Winesap. when cultivated under conditions of high 
humidity, had a greater number of lenticels than under drier atmospheric con¬ 
ditions, but with the variety Delicious the reverse was the case On both of 
these varieties in Washington, the mould was more rapid in the fruit picked 
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from trees receiving manurial treatment than in the control trees, and in apples 
picked at their prime than at early maturity Other factors again, probably 
operating during the growth of the fruit, may bring about changes which induce 
the lenticels to close, and this phenomenon appears to be controlled by the rate 
of dehydration in the epidermal tissue ; apples picked about a fortnight before 
they are ripe respond quicker to lenticel healing than those left on the tree until 
the usual harvest period. 

There is little doubt that PeniciUium is often capable of infecting the fruit 
through the lenticels, not so easily perhaps as through open wounds. At the 
lenticels there is more rapid volatilisation of certain products of the fruit than at 
cuticle covered areas, and through the uncutinised cells immediately below the 
lenticels diffusion of nutrients takes place ' 6 \ The presence of these nutritive 
materials at the lenticels assists the spores to germinate and penetrations naturally 
take place at these openings. When drops of water are placed over the lenticels 
the amount of infection may be increased up to 26 per cent., and up to 4S per cent, 
if drops of nutrient material are added 

Other conditions such as temperature and moisture relations in the store 
being constant, the rot tends to increase with the length of the storage period, the 
deterioration being due to increased susceptibility consequent upon increase in 
the amount of nutrients escaping by diffusion "°'. Decay is thus favoured bv 
long storage. 

This disease may be checked to a great extent if reasonable care is taken to 
avoid wounding the fruit at harvest. As already mentioned, picking the fruit 
before it is ripe decreases the chances of lenticular infection, and harvesting in 
dry weather obviously reduces the risk of disease. Low temperatures of cold 
storage actually do little more than keep the fungus in check ; they do not inhibit 
penetrations through wounds or lenticels, and once infected fruit is removed 
from low to higher temperatures, these suppressed infections make rapid advance < -'. 
Spores of PeniciUium are capable of survival in packing boxes for a long time, 
and such containers offer infection every season unless periodically washed with 
fungicide. For this purpose baskets, boxes, etc., should be sprayed with a strong 
jet of steam or cleansed with a solution of sodium hypochlorite (having about 0 4 
per cent, available chlorine); the fruit may also be steeped for a short period of 
1 minute in the same solution ,2 - 1 2 3 * 5 6 7 8 * * 11 * 13 - M \ 
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Apple Canker, Xectria galligena Bres. 

Canker is, no doubt, one of the most serious diseases that affect apple trees. 
It is common in all fruit-growing districts of northern Europe, north-east and 
north-west parts of the United States, south Canada, Australia, New Zealand, 
and other areas u - ,s - 

'1 rees of all ages may be attacked, including standard and bush kinds, cordon, 
and nursery plants. Trees which may show no visible signs of the disease at plant¬ 
ing, but which later, perhaps a few months or the summer following, prove to be 
infected, may be lost during the first or second year through canker (,4) . 

Early signs of the disease occur most frequently at leaf scars, or around the 
nodes, or at the base of small branches or spurs. The most serious cankers are 
those which develop at the crotch, where they may cause the death of several 
branches, if not of the entire tree An incipient canker developing at a leaf 
scar or around a wound begins as a small spot, at first only slightly darker than 
the healthy bark, but soon turns into a dark, purplish-brown area. The spots 
measure from 2 to 3 mm. in diameter and may increase up to 15 mm. By shrinkage 
of the covering tissues, young cankers develop a rugged appearance, the bark 
becomes sunken, and the area gradually extends so as to girdle the twig or spur, 

the depressed area by now showing a 
more or less concentric arrangement 
of ridges on its rugged surface. In¬ 
fection, moreover, causes hypertrophy 
of the tissues around the developing 
canker, and when the overlying bark 
eventually gives way, deep cracks arc 
formed which often reach down as 
far as the wood. It is due mostly to 
increasing exposure and drying of the 
woody tissues and those of the vital 
phloem and cortex, in the vicinity of 
the cracks, that progressive cankers 
become so ruinous to the trees (Fig- 
339 ). Whilst the foliage itself is not 
directly attacked, considerable loss of 
leaves and fruit spurs follows upon a 
die-back of branches due to girdling 
cankers, especially if the latter occur 
low down on the trees. 

Apple canker is caused by A ectna 
galligena "• *\ a member of the Pyreno- 
mycctes. The same fungus causes similar 
cankers on pear trees, and the fruit of 
both trees sometimes suffers from a form 
of ‘ eye rot ’, causing it to become dry 



FiG. 339.—Apple canker {Xectria Ktilligeiia). A 
severely cankered branch (photo by Dillon 
Weston). Inset, a cluster of the red perithccia 
on a branch ( a 24) (photo by Radford) 



341 - Apple canker (Xcclria Ha/Hgtnii). Cross-section apple stem 
arising from mycelium beneath the bark. Insets, in circle, the asc 
but mostly two-celled, with early germination ; at centre, two asci 
made bv Jamieson) 
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and mummified, believed to 
be due to this same organ¬ 
ism '*• There are two types 
ot fructifications, the conidial 
( I'usarium willkommii) and the 
perithecial (Sectria galUgena). 
During late winter or early 
spring, many of the small 
cankers occurring at leaf scars 
on the previous season's wood, 
may be seen furnished with 
creamy pustules of conidia, 
frequently in concentric ar¬ 
rangement around the lesion. 
Warm spells in March and 
April favour their appearance 
and conidia may continue to 


I'io. .14-'' IVnilu-cia «»i apple canker on a mummified apple develop as far on as October, 
i \. i riei > Worcester Pvarmain) (photo l»v Dillon Weston, if the weather is humid and 
Uv ‘ • • s ’"' •> warm with frequent rainfall"'*. 

Conidia examined from the 
cankers (lig. 340) are cylindrical, hyaline, slightly curved, usually 5- to 7-septate ; they 
measure from <»> to 75 by 4 to 5 /<; in culture, much smaller, hyaline, ellipsoid micro- 
coniilia, 5 to 7 h\ t to 2 /t. are also formed, but so far as is known they arc functionless 
On older cankers and on the ridged and cracked dead wood, bright red clusters of peri- 
thecia break through the bark from October onwards (Eig. 339, inset), and are usually 
fairly abundant in December if conditions are moist, but dry weather retards their ap¬ 
pearance ; they are not numerous on small cankers on young wood. l’crithecia mav 
occur singly, or in dense groups, but with no definite stroma ; they are ovoid to pyriform, 
3 °° lo 45 ° l»y - 5 ° 10 35 °/* (I '*!- ,H')J asci, numerous, clavate. 8-spored, measure 
from 85 to 120 by 10 to i(»/< : ascospores, hyaline or slightly vellow, 2-celled, often 
constrieted at the middle, vary from 115 to 22 by 5-5 to 9-2/1 (mean. 16-3 by 7-5/4); 
the ascospores emerge through theostiolc in white or buff-coloured tendrils"'. Conidia 
and peritheeia may also be found on fruit affected with ' eye rot ’. and perithecia (Eig. 
342) have been found on shrivelled apples that have over-wintered on the tree"'. Dis¬ 
charge of ascospores, beginning about December, depends a great deal upon the degree 
ol rainfall, is usually at its peak in Eebruary, declines to a minimum during September, 
and then gradually rises again in October and November It is evident, therefore, 
that the trees are surrounded with infective material, conidia or ascospores, practically 
all the year round, dormant period included. 


Infection may be caused both by conidia ami ascospores. Entrv is effected 
through wounds in the bark, or through lesions previously made by the ' scab '- 
fungus (I inh/riu inon/unlis), and especially through imperfectly protected leaf 
scars (big. iof>), soon after fall of the leaves ,4 - The spores, dispersed by 
splashing rain and wind, and perhaps bv birds and insects, germinate on un¬ 
protected wounds or in liny cracks in the leaf scars. In due time infection reaches 
the stem, and after much destruction of cortex and phloem, the fungus attacks 
and destroys portions of the cambium, often far bevotul the area defined bv the 



CH. XV 


FRUIT 


727 


limits of the future canker. In the parenchyma of the cortex, deprived of its 
starch contents consequent upon infection, the fungus is inter- and intracellular, 
and after crossing the phloem and cambium it passes into the woody cylinder 
by penetrating the living cells of the medullary rays. Though not actually invaded 
by the fungus, the lignified tissues become heavily browned far beyond the limits 
reached by the fungus in the parenchyma ,,9, . As more and more of the cambium 
becomes involved in infection, the wider and deeper the inroads into the wood 
become ; inoculations with spores inserted into freshly wounded cambium arc 
followed by much more severe cankering than when performed on natural lesions, 
such as cracks in leaf scars ; and there is no period from October to March at 
which infection fails on newly made wounds ,s '. 

Canker is a disease of damp climates. The trouble is more prevalent in the 
west than the east of England, largely on account of climatic conditions 411 '. Though 
conidia and ascospores germinate over a wide range of temperature, from 2 
to 30 C., they are sensitive to desiccation, but short intermittent periods of dry 
weather are not a check to the disease. The optimum for growth of the fungus 
lies between 18 and 24 C. 

Canker is much more prevalent on low-lying sites, on clay sub-soils, in water¬ 
logged acid soils, and in soils rich in nitrogen but deficient in other minerals, than 
in moderately fertile, non-acid permeable soils ,J *. In culture, the optimum 
acidity for growth of the fungus lies between />11 4 2 and 5 2 ; the reaction of sap 
obtained from fresh bark varies from 4 2 to 5*0, values which closely approximate 
the requirements of the organism in culture ,,y '. 

There is no clear evidence that the type of root-stock has any considerable 
influence on the susceptibility of the scion to canker 4,4 It is recorded at East 
Mailing, however, that the varieties Cox’s Orange Pippin anti Stirling Castle 


turned out to be more susceptible when worked on root-stocks ' XIII ’ and 4 XVI * 
than on any others "*• ,ot . 

The varieties Lord Suflield, Cox’s Orange Pippin, Warner’s King, Worcester 
Pearmain are very susceptible to canker ; Brantley's Seedling, Lane’s Prince 
Albert, and Newton Wonder are more resistant ; among cider varieties, Ellis’s 
Bitter, Royal Wilding, and Silver Cup are very resistant, while Kingston Black 
and Cap of Liberty arc very susceptible ,,8 \ 

Trees heavily cankered should be destroyed. Others less affected may be saved 
if cankered branches are cut back beyond any trace of brown discoloration in the 
wood, the wounds being suitably protected. All prunings and shrivelled fruit 
should be collected and burned. Strict attention to cultural methods arc especially 
desirable since infection is practically never absent from the orchards, and the 
method of 4 grassing-down ’, to reduce vigour, helps to reduce susceptibility to 
canker, though in the case of younger trees and nursery stock strong growth is 
essential from the start 18 '. 

Protection against canker by spraying is directed chiefly against the activity of 
leaf scar infections. The selected fungicide must have good adhesive and wetting 
properties ; Bordeaux mixture, in the proportion of 8 lb. copper sulphate, 16 lb. 
hydrated lime, with 4 lb. casein and 1 gallon of petroleum oil, in 100 gallons of 
water, gives good results. It is usually applied first in April, and again in the 
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autumn as soon as possible after leaf fall. For the protection of pruning cuts and 
wounds the parts should be painted over with a paste made of 5 grams of mono- 
hydrate copper sulphate, 10 grams of hydrated lime and 9 ml. of boiled linseed 
oil. Pruning operations should be carried out during dry, frosty weather, when 
conditions are not favourable for spore-dispersal; late pruning, as in March, 
prolongs susceptibility as the wounds are slower to heal at that time, and with the 
advent of spring, rising temperatures become more and more favourable for spore 
germination ‘ 8 *. 
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Bitter Rot of Apple 

(Homer ell a cingulata (Stonem.) Spauld. & von Schrenk ; 
and G/ocosporium album Osterw. 


Numerous fungi attack apples during growth and storage causing considerable 
losses and wastage u - '• '*• "• ,4 * Those concerned in ' bitter rot ' are Glomcre/la 
cingulata , a member of the Pyrenomycetcs, better known in its conidial stage as 
Glocosporium fructigenum and, to a lesser extent, a related species Gloeosporium 

album us \ The former species has a wide range of hosts Avhich include apple, 
pear, quince, grape-vine 2 “, lemon ,,6 \ flowers and fruit of the mango Ui \ 
coffee 21 \ privet and many others ' 2 \ But it is by no means clear whether 

the fungus on all these hosts is (I. cingulata, and other species attached by some to 
the genus Gloeosporium, and by others to the genus Co/letotric/ium, are also said to 
be implicated Bitter rot is believed to be of American origin ,2 \ and in the 
southern parts of the I 'nited States it causes great destruction in apple orchards 
during warm, moist seasons "• *• h - 7 - *• lo - 17 

Apples arc liable to be attacked during all stages of growth, and the rot may 
continue in storage. In Britain the trouble is apparently confined to the fruit 
(Fig. 343), but in America there is also a cankering of the branches. The leaves 
are not usually affected. Early spots or blisters on the fruit are small, brown, and 
rapidly increase in size up to 1 inch in diameter if relatively few in number, and 
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up to about J inch if numerous and 
small. As the spots increase in area or 
become joined by coalescence, infection 
spreads into the interior of the fruit in 
the form of one or more cones of rotted 
tissue, and an entire fruit may become 
involved, or a cone of decay may de¬ 
velop no further and dry out, leaving 
a cavity covered over by the dried 
and blackened skin In this way 

affected fruits may become mummified 
while still on the tree, or in store, and 
arc the chief means of infecting sound 
fruit. 

The accrvular fructifications appear in 
great number in more or less concentric 
groups over the sunken areas of the fruit 
and finally break through the skin as 
small black points exuding pink beads or 
tendrils of conidia embedded in mucilage. 

The conidia are colourless, cylindrical, 
unicellular, and measure from 15 to 30 
bv 5 to 6 n <*»'. The spots caused by 
07 . album are smaller than those due 
to Glomerel/a, brown, and, under moist 
conditions fringed with white hairs ; they 
appear mostly around the lenticels ; the 
conidia arc oblong, slightly curved, from 
18 to 27 by 2 5 to 4 /x Perithccia 

of (t/omcrc/la cingulala have been seen 
on old fruits and cankers and in cul¬ 
ture^' but are very infrequently found 
in nature ; in the cankers they are grouped 
and sunken ; the asci measure from 55 to 
70 by 9/i ; the ascospores are similar to the conidia, and range from 12 to 22 by 3 to 5 /x. 

Cankers on the branches arise through wound infections, often around the 
base of dead twigs u >. They are black, sunken in the bark, roughly oval in outline, 
old cankers showing cracks or fissures running parallel with the edges, giving the 
canker a zoned effect. The mycelium which survives in the cankers over the winter 
forms acervuli similar to those found on the fruit lesions, and the spores are 
exuded in tendrils in the same way. The fungus also hibernates in mummified 
fruit left on the tree, or on the ground, and is stimulated to growth when the warm 
season returns, giving rise to conidia which are mostly dispersed in rain-drops 
from mummified fruits on to sound fruits on the tree, or carried by birds or insects 
from the rotted fruits on the ground. 

Conidia germinate on the fruit with the production of appressoria, and infection 



FlC. 343.—Hiller rol of apple ((J/omerella ciiifju- 
lala and (ilofos/torium album). . 1 , the rol due 
lo (!. album. II, due lo C. cin^ulata (photos 
by Wilkinson, by permission of Lony Ashton 
Res. Station) 
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is probably through small abrasions or by way of lenticels. Unopened pustules 
about to give rise to acervuli are filled with a dark-olive mycelium which forms a 
dense array of short conidiophores ; the conidia, hyaline singly, pink in the mass, 
are abstricted in great number, and are exuded at the ostiole in mucilaginous 
tendrils. 

For the control of bitter rot, spraying the trees three times with 4:4:40 
Bordeaux mixture at intervals of xo days is recommended, the first application 
being given when the last of the petals are falling <•». Mummified fruits should be 
collected and destroyed and all cankered wood cut out. To avoid bruising of 
twigs and branches, all pruning operations should be carefully performed, and 
hand-picking of the fruit will ensure freedom from injuries and so prevent the 
spread of the disease in storage. 
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Apple Scab, \'enturia inact/itn/is (Cooke) Wint. 

Apple scab is probably the commonest of all diseases of the orchard. It 
occurs throughout Europe, and in America is prevalent more in the northern 
than the southern parts of the United States ; it occurs also in southern Canada, 
Australia, New Zealand, South Africa, Cyprus, Malta, and India «»• **• S2) . 

The disease attacks the leaves, shoots, buds, and blossoms, as well as the fruit. 
In its familiar form of dark spots on the fruit it renders the apple very unsightly, 
and is responsible for considerable deterioration of fruit in storage, especially as 
the lesions allow the spores of common moulds, such as those of ‘ blue mould ’ 
(Penicillium cx/hi/isiwi, p. 721) and ‘ pink rot ’ ( Trichothccium roscum) to enter and 
cause decay "'. Moreover, following upon severe infection of the foliage, disease 
and defoliation result in a weakening of the trees and premature dropping of the 
fruit <7 ’. 
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Symptoms on the leaves consist of 
a number of scattered, roughly circu¬ 
lar, brown or olive-green spots around 
which a dendritic margin (like fine 
branches) may be seen under the 
cuticle, due to fungus-mycelium radiat¬ 
ing and branching all around the spot 
(Fig. 344 b). Later, the spots turn grey 
and necrotic in parts, the latter some¬ 
times dropping out; or, the local effect 
on the leaf may be a malformation, 
thickening, and puckering of the lamina 
around the infected areas which then 
assume a brown velvety texture. But 
leaf symptoms vary somewhat on dif¬ 
ferent kinds of apple trees, and some¬ 
times the leaf may be covered in parts 
with irregular, diffused spots or develop 
a blistered effect due to inequality of 
growth below the spots, or the blade 
may appear as if scorched. Spots may 
arise at either surface of the lamina, but on the youngest leaves as they emerge 
from the bud, the exposed lower surface becomes affected first. 

A close examination of the tips of some of the branches in spring (sometimes 
earlier) prior to leafing may show on many varieties of the trees (not on all) small 
spots on the bud scales and on adjacent parts of the stem itself, and when flower 
buds are showing, similar spots may be seen on the protecting sepals as well. 
These bud-scale and shoot lesions play an important part in carrying the disease 
over from year to year ; they are further discussed below. When the trees are in 
flower, lesions may be seen not only on the sepals but also on the flower stalks, 
and if severe these may girdle the stalks and cause flowers or young fruit to drop. 

The fruit is the part to suffer most from the ravages of scab (Fig. 345) and it 
may be attacked at any time during its growth (58 * 6o '. Early signs of the disease 
on young fruit arc of s malle r, much d arker spots tha n those on the leaves, but they 
have the same kind of dendritic margin showing under the cuticle. Earlv fruit 
lesions usually bring about much deformity of growth, often causing the apple to 
crack, and the fruit remains small. As the spots on young fruit keep pace with its 
growth and develop spores, they act as additional sources of infection, and spores 
discharged from them, or from other parts of the tree, are deposited on other 
portions of the fruit, causing fresh spots to appear. It is believed that all infections 
which sooner or later appear on the fruit arc contracted whilst the fruit is on the 
tree. As the fruit ripens the spots vary greatly in appearance, mostly according 
to the variety of apple, some growing apace and sporulating, but in general, towards 
the autumn fruit spots remain small, black, or chocolate-coloured, and the cuticle 
covering them usually remains unbroken though may sometimes be slightly 
abraded <s,) . After harvest there is no further spotting of the fruit, and what are 



FlG. 344.- Apple scab (I 'em in ill inan/ua/is). A, 
healthy (left) and scabbed (right) wood of 
Wellington apple. IS, under side of leaf of 
variety Bismarck, with blotches of the coni- 
dial stage on blade and midrib. C, scabbed 
twigs of variety Cox’s Orange Pippin (photos 
by Salmon & Ware, Wye Reports) 
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apparently fresh spelts which break out 
after picking, or in storage, result from 
late infections which had already been 
contracted on the tree. Lesions which 
appear on infected apples placed in 
storage assume most diverse forms; 
they are generally small, pitted or 
saucer-shaped, brownish black, black, 
or dull grey, and arc often collected 
on that half of the fruit near the stalk, 
few appearing towards the calyx end, 
the explanation being that the stalk- 
half. being uppermost on the pendent 
fruit on the tree, is liable to hold drops 
of water favourable to the retention 
and germination of any spores that 
may have collected there. Whilst early 
lesions on fruit on the trees usually 
occur near the calyx end, and arc 
naturally the first to become healed 
over with cork after sporulation has 
finished, other stalk-end infections 
usually occur too late before picking 
to be checked by cork formation, with 
the result that they continue to grow 
in storage 

Apple scab is caused by the Ascomycctc 
i'cn/iiria inaei/iialis, a member of the 
Sphaeriales ; there arc two stages in the 
life-history, viz. the more important con- 
idial phase (iusidadium dendriticum) on all 
the affected living parts of the host, and 
the less significant perithecial, I 'enturid- 
stage occurring on over-wintered leaves on 
the ground. The conidial stromata are sub-cuticular (I'ig. 346 11) ; the brown, wavy 
conidiophores, 50 to ho by 4 to 6/4, abstrict from the apex, ovoid, olive or olive-brown 
conidia 2.X to 40 by 7 to 10/4 in culture, as many as 4 or 5 conidia may arise at or near 
the top of a conidiophore, but on the host they are developed 011c at a time**’Conidial 
pustules on the fruit show the dark olive conidia surrounded by a fringe of white, torn 


I'll;. 345. Apple scab. A number of younjr fruit 
sind si mature one severely affected (photos 
l»v Salmon & Ware, Wye Reports) 


cuticle. 

Before leaf-fall, the mycelium of the sub-cuticular stromatic tissue that gave rise to 
conidiophores and conidia on the leaves extends itself into the mesophyll (Fig- 34 ** 
where, chiefly in parts of the spongy parenchyma it proceeds to lay down primordia 
destined to become perithecia, but the latter do not complete their full development until 
the leaves have over-wintered on the ground (Fig. 346 c). Perithecia are fairly common, 
and though known elsewhere for a long time, were first found in England in 1923 at 
Maidstone' 46 ’. On leaves kept in the dark, they are said to develop abnormally "*'• 
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These fructifications appear as small, dark-brown or black pimples embedded in the leaf, 
opening by a short beak towards either side of the leaf which happens to be uppermost 
on the ground *"• *°- 261 ; they are spherical, 90 to 170 p in diameter ; the 8-sporcd asci 
lengthen considerably when mature and so carry the uniseriate ascosporcs well up into 
the ostiole for discharge ; the spores are pale-green, 2-celled when mature (the upper 
cell is the smaller), and measure from 12 to 15 by fi to 7 //. 

V. inaequalis is a complex of numerous strains highly variable in morphological 
and physiological characters Uo *. Monoconidial cultures collected from a number 
of apple varieties cultivated under uniform conditions showed a striking degree 
of plcomorphism as exhibited by the type and rate of mycelial growth, its 
colour, degree of sporulation, and appearance of mutant forms U4 '. Furthermore, 
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' ,G - 346 .—Venturia inaequalis. .-I, transverse section apple leaf, soon after leaf fall, showing a 
number of defunct conidiophores, but with the mycelium now invading the mesophvll, occupy¬ 
ing the intercellular spaces chiefly but some of the cells as well, in preparation for hibernation 
on the ground. Ii, portion from a leaf section showing the sub-cuticular mycelium at time of 
active formation of conidia, whilst the leaf is still on the tree ; at this time the mesophvll is 
practically free from mycelium. C, section of a perithecium, within a decayed leaf on the 
ground, showing asci and spores. (A, B, orig., C, after Wallace, Cornell Univ. Bull. 335) 
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numerous isolates of ascospores which were carried through repeated monoconidial 
transfers showed the existence of ‘ groups ’ of strains ; some groups were sexually 
compatible, others self-sterile, others intra-group sterile or inter-group fertile, and 
other groups differed from their parent isolates in degree of pathogenicity, and one 
type even produced white lesions on the leaves - 4 - - 5 - 4S ‘. 

Conidia and ascospores are capable of causing primary infections of the trees 
in the spring. In the British Isles it is the general observation that the conidial 
pustules which remained protected over winter on the young one-year-old shoots, or 
on the bud scales, provide the earliest sources for the spring infections ,iz ' 47) (Fig. 
93); in some localities primary infections have been found well established long 
before the perithecia on the ground had begun to discharge their spores (7> ,5> zS> 2g) . 
But the ascospores also give a high percentage of primary infections in many 
localities and in certain seasons, according perhaps, to meteorological conditions 
•-7.4". they are the principal source of infection 4I * 57 V In certain parts of 
America -»• (Jermany - 7 - * 7 ’, and New Zealand 441 > the critical periods of 

infection coincide with the incidence of ascosporc discharge. Drought in early 
spring checks the development of the perithecia on the ground, and the disease 
under such conditions may break out later than usual ; on the other hand, it may 
appear earlier if the weather is wet in early spring, though intermittent periods of 
wet and dry are equally favourable to perithccial development and discharge of 
ascospores. Moreover, depending on the mildness of autumn weather, or on 
varieties of the trees such as retain their foliage longer into the autumn than others, 
a delay in the fall of the leaves, involving therefore a delay in the ripening of the 
perithecia, may in some cases account for a later appearance of the disease in the 
spring ,S5 \ It is obviously of importance in connection with the forecasting of 
ascosporc discharge and the right time for spraying against scab to determine 
the first ‘ pulling ’ of the spores from the perithecia. (This can be detected it 
the fallen leaves are breathed upon anil examined, back to the light, with a good 
hand lens.) Matured ascospores protected within the perithecia can tolerate dry 
conditions and retain their vitality for several months ,5J \ 

Sporulation (whether of conidia or ascospores) is generally active during April 
and May, when the buds are unfolding. According to the locality and weather 
conditions, however, the over-wintered pustules on scabbed twigs and bud scales 
may produce conidia as early as February, and the bud scales may continue to he 
infective until they drop off in early summer. 

The conidia are easily dislodged from their pustules on twigs or bud scales and 
may be distributed in splashes of rain, or the young leaves may become infected 
from them by direct contact with the pustules ; aphides are also suspected of 
carrying the conidia on their hairy legs 17 ’. From the primary lesions eventually 
set up, mainly on the leaves of flowering spurs, secondary infections of foliage* 
and fruit take place during wet periods on a wide scale. 

Conidia are capable of germinating over a range of temperature from 2 to 
30 C., with an optimum at 22 ; the ascospores have a narrower range of 10 to 
18 C. {1 ‘ S5 ’ ; the optimum for infection with conidia lies between 8 and 10 C., 
and for ascospores about 19 C. ascospores were found to mature slowly in 

leaves kept at low temperatures of 4 and 7 C\, developed better at 12 and 16 C•> 
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with an optimum near 20° C., but at 24 0 C. their formation ceased ; the pcrithecia 
may, however, discharge their spores over a wide range of temperature, from 
0-5° to 32° C. U3) . 

Histological studies of early infections on leaf and fruit have been carried out 
with conidia and ascosporcs uo - 56 ’. Only young leaves are susceptible, and latc- 
season infections have practically no effect on mature leaves. The young leaf 
must be thoroughly wet, prior to infection, and penetration, which is direct, may 
occur at either surface. The germ-tube forms a flange-like appressorium which 
is held fast to the leaf bv a mucilaginous sheath, while a narrow penetration-hvpha 
from it is pushed through the cuticle. When the entering hypha is checked 
by the epidermis it becomes expanded to form an irregularly shaped primary 
hypha from the latter there soon develops a small stroma in contact with 
the epidermis below, and numerous hyphac spreading in all directions from the 
stroma advance by wedging between and lifting the cuticle from the epidermis 
(Fig. no f-k) ; then, the mesophyll tissue immediately below the point of entry, 
apparently to check further invasion, cuts off a layer of cells in the manner of a 
cork cambium so as to delimit the lesion, and finally with further elaboration of 
the stroma, conidiophores and conidia are developed as already described. Fruit 
infections take place in much the same way, the conidial stromata being laid down 
below the cuticle (Fig. 110 \-c). 

Provision to tide the fungus through the winter soon becomes established at 
the tips of the current season's shoots and, later, on the buds in the axils of the 
leaves. For the formation of these over-wintering lesions, conidia or ascospores 
settle on the cuticle and penetration is effected in much the same way as described 
above for leaf infections, and the process must, of course, be initiated before the 
epidermis of the young shoot begins to form cork, for the development of primary 
cork in the apple starts in the epidermis. As in the leaf, a sub-cuticular stroma is 
laid down in the twig, but here the epidermis appears to collapse and suffers more 
injury than in leaf infections, so that in the twigs the cells of the epidermis become 
more or less filled with the fungus. During the winter the mycelium in the twigs 
continues to spread between the collcnchyma and the bark to form a series of 
subsidiary infections (Fig. 122). All the pustules on the young twigs are thus 
entirely protected throughout the winter, and as above stated, are of great import¬ 
ance in the initial outbreaks of the disease in the spring. Like the leaf lesions they 
are delimited by a cork layer, and eventually arc sloughed off (ii '. There are, 
however, varieties of apple trees which appear not to be susceptible to twig in¬ 
fections, and it is probable that these kinds receive their first infections from asco¬ 
spores. Bud-scale infections are initiated towards the end of the growing season. 
Noting buds become infected by conidia from affected leaves being washed down 
the leaf stalks to collect in the axils, and towards the autumn the tender scales arc 
penetrated in the same way as a leaf or shoot, the stromata being developed mostly 
in the outermost scales, and even extending into the soft tissues of the bud axis at 
the base, so that these infections bear close similarity to twig infections. Bud- 
scale infections remain protected usually until March and open to emit the conidia 
during April and May when leaves and blossom are unfolding. 

Humid, cool weather in spring and early summer is highly favourable to the 
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incidence of scab disease. Densely foliaged trees are frequently heavily infected 
because leaves and fruit remain moist longer '»>. Fruit infections take longer to 
incubate than leaf infections, and longer periods are necessary as the fruit develops. 
In storage a high degree of humidity is the most important factor favouring increase 
of disease ,JI . A temperature of o' C. does not inhibit the growth of the fungus 
in infected apples in storage ; at 5= to 8° C., in an atmosphere of 80 to 90 per cent, 
relative humidity, infection was shown to be equally intense on paper-wrapped 
apples as on exposed fruit *•>. No definite case has been established that sound 
apples in contact with scabbed fruit contract the disease, and it is not believed that 
fresh infections can occur from the presence of conidia in the air of the storeroom 
though some assert that these possibilities should not be excluded U3) . 

Several complex factors appear to influence the relative resistance of the host 
to this disease. Some of these involve the relative thickness of the cuticle, rapidity 
of cork formation in the young shoots and below the lesions, chemical nature of 
the sap, concentration of tannin, influence of root-stock and scion, manurial 
treatment, strain of fungus, etc. «-*• «• «• ”• 4 *>. While it is well known that 

different varieties of apples vary considerably in resistance to scab, this property 
is not constant under all conditions, and all varieties may contract the disease with 
variable results, in bad seasons 

Since primary attacks are often traceable to scabbed twigs these sources of 
infection should be removed before the pustules break open in the spring (, ° . 
Fallen leaves should be raked together as soon as possible in the autumn and 
destroyed by burning or ploughed in deeply to prevent spread by ascospores ; 
spraying the leaves on the ground with i per cent, hclion, or 8 per cent, carbolincum 
is said to kill the perithccia 54 ’. Dust preparations in the form of colloidal 
copper and sulphur, wettable and flotation, are variously recommended, but in 
general are not of greater acceptance than Bordeaux mixture and lime sulphur 
though the latter, being less injurious, is now largely replacing Bordeaux mixture 


(4. •). 13. 14. 17. 34. 36. 37. 38. 38 h. 42* 


■ ---O . « W 

...... , in some instances the dusts arc claimed to be 

less injurious than lime sulphur, for varieties which are sensitive to sulphur but 
in other cases reports of leaf-shedding and fruit-dropping have followed their 
use «•»". Lime sulphur is also said to reduce photosynthesis u8 '. Bordeaux 
mixture, at a strength of 4 lb. copper sulphate, (> lb. hydrated lime, to 50 gallons 
of water, should be applied lightly as a misty spray. A common schedule in 
Britain, using Bordeaux mixture and lime sulphur, includes lour applications a 
least : (a) at the ‘ green bud ’ stage when the flowers arc m bud, with Bordeaux 
mixture ; (b) at the * pink bud ’ stage when the petals are showing, but the buds 
not yet open, with the same mixture, or, 2}, per cent, lime sulphur may be used 
for a and b ; (<) ‘ petal fall * stage, with 1 per cent, lime sulphur, except for Stirling 
Castle, Lane’s Prince Albert, Beauty of Bath, Newton Wonder, Rival ; but this 
application is safe for Allington Pippin, Worcester Pearmain Early \ ictom, 
Blenheim, Annie Elizabeth, Lord Derby, Grenadier, Bismarck, and Bramlc> 
Seedling ; (</) a second, 4 post-blossom 4 stage, as for 4 petal fall ’, 2 weeks later. 
In addition to spraying practice in the orchard, it is advisable to remove all sur act 
moisture from the fruits before storage «•». In some countries it is recommended 
that apple trees should be dipped into Bordeaux mixture before export or distri >u- 
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tion to the grower <*>. Spraying operations should be carried out thoroughly and 
at the right time, this being considered more important than the selection of any 
of the more promising fungicides <'<*>; the interval between consecutive treatments 
should not be more than a fortnight (} * b) . 
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bo. — 194b. Diseases of Fruits and Hops, Lockwood, London. 


White Root Rot of Apple, Rosellinia necatrix Frill. 

This disease is highly destructive to the roots of apple and pear trees, and by 
early infection of the finer, fibrous rootlets brings about a slow death of the plant. 
It also attacks the underground parts of potato, narcissus, arum, iris, gooseberry, 
strawberry, peach, almond, cherry, and other cultivated crops <*• ,3) . 

In Britain, this root rot exists chiefly on fruit trees, and was first described here 
in 1896 ; it was found again in this country in 1913. near Canterbury, on apple 

trees in a plantation from which old cherry trees had been grubbed up ,,2) . In 
the warmer parts of the British Isles it has probably a wider distribution than 
already known, since it may frequently he passed unrecognised over a long period 
after attack, before any symptoms of disease appear above ground ,8 '. The disease 
has been known in Europe for many years, and was first studied, in 1883, in Ger¬ 
many ,4 \ and later, in 1891, in France in the latter case, on the grape vine 
on which it still appears to be destructive in vineyards on the Continent. It also 
occurs in America where it has been found in a number of apple orchards in Santa 
Crux County, California, and in at least one apricot orchard in Alamada County w> . 

White root rot is caused by Rosellinia necatrix, a member of the Pvrcnomycetes, but 
has long been familiar under the name Dennatophura necatrix "• ’• ,# *. 

Infection is confined to the roots, the fungus forming on the finer terminations, 
strands of snow-white mycelium (Fig. 347). On the older, main roots, however, the 
fungus is brown or olive green in colour, more matted, forming in parts short rhizomorphs 
which remain narrow and succulent, but never attaining the firm, shoe-lace type of 
rhi/.omorphs seen in root-rot disease caused by Arntillaria nte/lea (p. 907). The white 
mycelium may also extend from affected roots out into the soil, and in this way may 
spread to the roots of healthy trees growing near. The mycelium consists of branched, 
septated hyphae which are of a nodulose nature, the constituent cells becoming swollen 
just below the septa. After the death of the tree the mycelial web covering the roots 
practically disappears, and its place becomes occupied by a number of small black 
sclcrotia. In artificial culture, but apparently rarely in nature, the fungus gives rise to 
conidia, but apart from one report <,4> that these spores are gcrminable, the conidia appear 
to play no part in spreading the disease “• 4 *. The pcrithccia arise in dense, black clusters 
on the dead roots, but they are not common and, so far, have not been observed in 
Britain ,M ; they are round, black, brittle, and furnished with an ostiolate neck which 
disappears after the pcrithccia have discharged their spores o*. The ascospores are 
spindle-shaped, somewhat dorsiventral, showing a distinct longitudinal groove along 
one of the flat sides through which one or more germ-tubes emerge at germination 
The ascosporc dimensions, according to various authors, arc 40 by 7/2 ,,4, ; 43 to 47*5 
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9 jx <">; and 31*1 to 47 6 by 71 /x 1 **. Apparently the 
ascospores germinate with difficulty, and it seems 
doubtful whether these spores again, like the conidia, 
play any part in the dissemination of the disease. 

They have, however, been seen to grow on potato 
dextrose agar, at 22 to 24 C\, after a preliminary 
treatment with lactic acid, and produced the conidial 
stage ; when these cultures were employed to infect 
the roots of young apple trees, the characteristic 
symptoms were obtained, and within 6 weeks of in¬ 
oculation the trees died 01 . 

The fungus survives on old roots left in the 
ground, and infections have been known to take 
place after young trees had been planted in land 
which had previously supported gooseberry and 
cherry trees suffering from white-root rot. In 
Britain, at least, the fungus also survives from 
season to season in the form of sclerotia in the 
soil or adherent to root debris. I Hiring wet seasons 
mycelium is early developed, especially in heavy 
soils of high temperature ,c, ‘. The mycelium 
developing in the soil consists of very line, narrow 
hyphae (‘ exploration hyphae') which travel 
through the soil and in this way may infect the 
roots of susceptible trees; in the soil too, may be 
found greenish-grev to white rather dense strands 
of the rhizomorphic type of mycelium, sometimes 
spreading out in fans, these dense aggregations 
apparently having congregated around bits of old 
roots or some other organic material in the soil, and the fungus mycelium may 
also frequently be discovered to occupy minute cavities in the soil, being par¬ 
ticularly abundant in worm burrows 

The disease may attack the roots of young seedling trees as well as those of 
mature trees. The parts first attacked are the extremities of the youngest rootlets, 
and after penetration the fungus travels under the bark into the larger branches 
of the root by destroying the cortical tissues in its path. The deeper tissues are 
not invaded, but after the death of the roots the fungus breaks out of the cortical 
region to the exterior to form the characteristic white mycelium which later gives 
place to sclerotia, and on rare occasions, near soil-level, to conidia and finally 
to perithecia. When old trees arc attacked, the trouble may exist in the roots for 
two or three years before any signs of disease are manifest above ground. At 
first the symptoms are confined to one side of the tree, a sure indication that in¬ 
fection arose from contact of the roots on that side with those of a neighbouring 
tree, or with infected root debris buried at one spot. The leaves on the affected 
side of the tree turn yellow and begin to fall off early, and each succeeding season 
is marked by fewer and fewer leaves, with the result that the fruit fails to mature, 



Flo. 347.—White root rot of apple 
(limrlliniii urcatrix). A rooting 
system covered \n ith white 
strands of the fungus (photo by 
Nat trass) 
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and many branches may also be seen to suffer from a die-back condition. Infection 
may thus be localised for a long time, and. if the trouble is detected early, young 
trees may be saved if affected roots arc trimmed back and the trees planted in 
clean ground ,8 ‘. 

To control the disease in the orchard, all badly affected trees should be pulled 
up and destroyed, care being taken that no bits of diseased roots are left behind. 
The application of carbon bisulphide to the soil is claimed to be successful as a 
measure for the control of the disease in vineyards on the Continent. 
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Blossom Wilt and Spur Canker of Apple, Sc/erolinia laxa (Aderh. & Ruhl) 

forma tuali (Wormald) Harrison 

' Blossom wilt * attacks apple trees soon after they come into flower. Young 
as well as established trees are liable to the disease, and entire inflorescences with 
their adjacent green leaves may be killed before the flowers set fruit (Fig. 348). 
Moreover, in severe attacks the trouble may spread in the same year into the tissues 
of the short branches (spurs) bearing the withered flowers, killing them and causing 
a cankerous condition of the bark ; if the canker girdles a branch all the length of 
shoot with the spurs above the canker dies 1’he same disease attacks the pear, 
the ornamental red-leaved crab-apple (Pyrus purpurea), the white beam (P. ana), 
and the Japanese quince (P. japonic a), but in no instance as severely as the apple. 
Stone-fruit trees are also susceptible, the principal hosts being plum (Fig. 348 inset) 
and cherry, and some ornamental types related to them, namely the Japanese 
flowering cherry ( Prunus scrratula ), the Chinese flowering cherry (P. tomentosa) 
the sand or dwarf American cherry (P. pumi/a), and the bird cherry (P. pat/us). 

Early signs of disease are a wilting of the flowers and leaves at the base of a 
flower cluster, the flowers turning brown as if scorched, and the leaves as they 
wither curling up at the margin, thus exposing the grey, hairy under surface, and 
giving the appearance of being covered with mould. But the conidial fructifica¬ 
tions of the fungus associated with this disease arc usually found on the dead 
flowers and flower stalks, and not until late in the autumn, or in the spring follow ing 
infection, are the spores to be found on spurs and cankers. \\ ithered blossom ma\ 
be retained on the trees throughout the winter, and as the leaves on infected 
branches are killed before the absciss cork layers are developed in the usual manner 
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at the base of the petioles, they too max- 
hang on the tree for a considerable time. 

During the winter, therefore, affected trees 
are often rendered conspicuous by the 
presence of withered trusses and leaves 
left behind long after the healthy trees 
have cast them off. Affected spurs allowed 
to remain on the tree for a third year 
usually dry out, and any cankers associated 
with them have by that time healed up 
with callus and rendered innocuous. 

blossom wilt of the apple, in Britain, 
is caused by the fungus Monilia cinert-a, 
the perfect, ascigerous stage of which is 
the Discomycete Sclerotinia laxa ' 1 • 8 The 
organism exists in various forms; one 
form attacks the apple, another, the plum ; 
other forms, again, affect other hosts, so 
that the full designation of the fungus on 
the apple is Sclerotinia laxa forma nia/i', anti 
the form infecting plum trees is .S'. laxa 
forma pruni. The perfect stage has not 
been seen on apple in Britain, but has 
occurred on one occasion on dried, mum¬ 
mified plums which had over-wintered on 
the ground (Fig. 349) ; it is described 
below. Some confusion has arisen in later 

years over the designation of the fungi responsible for brown-rot diseases of fruit 
trees in Britain and America "*• ,3 '. The position has now been clarified by 
the researches of Wormald " 4 - 6I on these diseases in Britain. In this country, 
the fungus generally attacking the blossom of all hosts above mentioned is 
Monilia cincrea , and the species attacking the fruit is Monilia fructigena 13 ' (de¬ 
scribed below), but the former has also lately been found to cause a black rot 
of apples and pears ,26a '. The American fungus is deemed to be a different 
species, namely, Sclerotinia fructicola (briefly described below); it does not occur 
in Britain. 

Numerous strains of M. cincrea and M . fructigena arise in artificial culture, and while 
striking differences may he seen even between strains of the same organism, such differ¬ 
ences are not constant ; but strains of M. cincrea have been isolated which were bio¬ 
logically distinct from strains collected from the stone-fruit hosts, and strains from the 
latter were obtained which did not produce blossom-wilt in the apple < "» an . Moreover, 
M. cincrea from pear spurs infected apple blossom and also plum fruits, and the same 
organism isolated from plum twigs attacked pear flowers ; and isolates from cherry 
fruits infected pear flowers with production of blossom-wilt *»• "• f Differences 

in mode of growth and in degree of sporulation between M. cincrea and M. fructigena 
may be seen when cultured on prune-juice agar or steamed potato ; it is noteworthy 


'1C. 34X.—Blossom "ill and spur canker of 
apple (St lerotinia Itixa forma inali). Note 
the canker on the stem and a dead spur 
on ihe right bearing the conidial Monilia 
fructifications (photo by Wormald, Ann. 
App. Biot.). Inset, right, showing 
* wither tip * of plum, caused by .S', laxa 
forma pruni (photo by Foister & Noble) 
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that while neither of these two 
organisms produced normal 
conidia on prune agar, both 
produced clusters of minute 
microconidia on this medium, 
but on the potato medium both 
fungi produced the normal 
conidia. 

Conidial pustules of M. 
cinerca on the wilted flowers, 
especially in damp weather, 
are very luxuriant, consisting 
of much-branched conidio- 
phorcs bearing long chains 
of glistening, bead - like, or 
lemon-shaped conidia which 
measure, on an average, 16 
by 12 n ,i4 ‘. As already men¬ 
tioned, not until the winter 
or the spring following infec¬ 
tion are the conidial fructifica¬ 
tions to be seen on dead spurs 
and cankers (Fig. 348), when 
they appear in crevices of the 
bark as grey, or slightly yellow pustules, about 1-5/4 wide, in which the conidia arc 
smaller than those on the flowers, ranging from 11 to 12 by 8 to 9/i. 

The apothecial fructifications of S. /tixa, found, as stated above on mummified fruits 
(Fig. 349) of the plum, are egg-cup shaped, brown, and elevated on long stalks; the 
hymenium consists of elongated club-shaped asci, from 121 to 188 by 7-5 to 11-8/4, each 
containing a row of unicellular, oval, colourless ascosporcs measuring from 7 to 19 by 4 5 
to 8*5 /i (i '. The .l/mi/V/Vi-stage alone is responsible for the blossom wilt in Britain, and 
the fungus is carried over from year to year by its survival in spurs and cankers. 

Initial infections always take place through the flowers, not through foliage 
leaves. A flower becomes infected when conidia arc deposited on the stigmas and, 
favoured by damp weather, the growing fungus travels down the styles destroying 
the tissues in advance, and within a fortnight whole flower clusters with their 
adjacent green leaves may be browned and killed. From the flowers the fungus 
passes into the stalks and thence into the woody spur, the tissues of which arc 
again destroyed and browned in advance of the invading fungus, and a brown 
discoloration may extend even into the branch carrying the infected spurs. 

To prevent the invasion of the spurs and wood, and so deprive the fungus of 
its method of survival over the winter, infected trusses should be removed as soon 
as they show signs of wilting, but usually this is left too late, and it becomes 
advisable to cut out all infected wood and cankers, as far back as any trace of 
brown discoloration remains, making the final cut through clean wood. Where 
such treatment is impracticable owing to the size of the trees, spraying with lime 
sulphur, 1 in 50, or with Bordeaux mixture f> : (> : 100, just before the blossom 



I'lo. —Sttcmiiniii luxti. ./. mummilk-d plum bearinR * 1 "' 
stalked apotlu-cia of the perfect Mace, two-thirds natural 
size. /#. four apotlu-cia. in situ ( * »). asci and para- 
phvscs ( • jjo). A. ascosporcs showing variation in shape 
and size ( ■ 700) (after Wormald, Ann. Hut.) 
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appears, is found beneficial. Other fruit trees and ornamental bushes susceptible 
to blossom wilt should not be planted close to apple trees. Of the ordinary com¬ 
mercial varieties of apples, Bramley's Seedling is rarely attacked, but the varieties 
Lord Derby, Cox’s Orange Pippin, James Grieve, Rival, and Ecklinville Seedling 
are amongst the most susceptible kinds " 4 '. 


Brown Rot and Spur Canker of Apple, Silerotinia fructigena 

Aderh. & Ruhl. 

Brown rot of the fruit of pomaceous and drupaceous (stone fruit) trees is of 
common occurrence in the orchard and on stored fruit. It is not a common rot 
of pomaceous fruits in the United States, but is frequently found there on peaches, 
plums, and other stone fruits 

Apples may be attacked at any age on the tree, and the disease may cause them 
to fall before ripening (4) , or convert them into dry, mummified fruits which may 
remain on the trees throughout the winter. Serious losses may thus be incurred 
annually from premature fall of fruit, and in the store the disease may spread, 
under humid conditions, from affected to sound fruit by contact. The same 
trouble may be experienced with plums, pears, quinces, and cherry fruits, but 
apricots and peaches arc only occasionally affected. 

'Phis disease begins on the fruit, whether on the tree or on the ground, as brown 
spots which may spread to destroy the whole fruit. During the progress of the 
rot, small yellow pustules arise under the browned skin, which break through as 
yellowish or buff-coloured cushions of conidia (Fig. 350). The pustules arc usually 
arranged on the affected part in concentric zones and, presumably stimulated by 
exposure to light, the fungus produces a fresh zone of spores every day. The 
disease is not of the nature of a wet rot, and as it advances the fruit becomes 
wrinkled and mummified. While a great proportion of infected fruit is blown 
down with the rot continuing to de¬ 
velop on the windfalls, other dry, 
mummified fruits may hang on the 
trees through the winter, and both 
these as well as the fallen fruit may 
serve as sources of infection of young 
fruit developing in the summer. 

Apples, to all appearance sound when 
placed in store, may develop the rot 
at the stalk end and turn black, and 
though the fungus is present in the 
pulp, only very rarely arc the conidial 
fructifications developed on stored 
fruit. 

Brown rot of apple fruit in Britain is 
caused by Monilia fructigena , the conidial 
stage of Sclerotinia fructigena, but this 



Fig. 350.—Brown rot and canker of apple (Sclero¬ 
tinia fructigena). A, the rot on the fruit and the 
canker stage on the stem (photo hv Wormald). 

B, conidial Monilia pustules of the fungus on 
the stem of plum. C, a mummified plum. (B, 

C, photos by Foister & Noble) 
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perfect stage has, so far, not been found in this country. The buff-coloured conidial 
tufts, from to i inch in diameter, are bigger than those of M. cinerea, and the 
oval conidia arc also larger, varying from 12 to 34 by 9 to 15/x, the average being 
22 by 13 (i. The apothecia, asci, and ascospores are similar to those of S. laxa ; 
asci range from 112 to 180 by 9 to 12/t. the ascospores measure from 9 to 12 5 by 
5 to 6-8/t Mummified apples in Denmark, which had been buried in the soil 

for 20 months, produced stalked, yellow to grey-brown apothecia, 2 5 to 7 mm. in 
diameter; the asci measured from 115 to 170 by 7-5 to 11 /i (average 156 by 10/1), 
the ascospores, unicellular and ellipsoid were from n o to 13 2 by 5-7 to 7/1 (average 
12-2 bv 6-5/1); the conidia measured from 15 to 22-9 by 8-6 to 14/4 (average 19-6 by 
ii-S/i) The fungus tolerates a wide range of temperature, the optimum being 
about 25 0 C., and though there is marked reduction of infection below 22 l C. 00 ', it is not 
checked at low temperatures of cold storage'*' ; ordinary summer temperatures are 
therefore favourable to the development of brown rot. 


Infection of fruit is believed to occur through the lenticels in the skin, but 
chiefly through wounds caused by various insects, or through the action of hail 
or frost, or by means of cracks due to unequal growth. The sources of infection 
are the mummified fruits left on the trees, or the fallen fruits left to decay on the 
ground. The fungus on these revives the next season to form the conidial fructi¬ 
fications which, as already indicated, provide for the primary infections in Britain. 
Young fruit on the tree may become infected (Fig. 351) by direct contact with a 
mummy and, doubtless, the conidia are also carried from rotted fruit on the 



Pic;. 351. lirmvn rot of apple [Si hr m ini,t /rucfigcMi). Show ini: infection extending ® 

mummified apple at .-I, to others /# and C, in contact (photo, Adv. Leaflet 155. h\ pc muss 
of Minis. A^ric.) 
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ground by marauding insects which infect the fresh fruit by biting through the 
skin. 

As in the case of blossom wilt, cankers on the twigs may also be found in 
association with fruit rot, the fungus growing down through the stalk and thence 
into the spur and stem. The resulting cankers appear much later than those caused 
by M. cinerea, usually in late autumn. 

Infection of apples in storage may take place through wounds in the skin or 
through the stalk end when the fruit is picked without the stalk. A general 
browning of the flesh takes place at the scat of infection and the fungus may spread 
quickly under moist conditions in storage or transit. Affected specimens in storage 
are usually smooth and black, but hardly ever develop conidia unless the environ¬ 
ment is unduly moist, in which case they become covered with mycelium which, 
moreover, supplies an additional means of infection to sound fruit in contact 
with it. 

Apples possessing high resistance to brown rot are said to have fruit containing 
sap of a higher pH value than that of susceptible varieties ; but with the progress 
of the rot within the fruit the pH was found to increase 

Since mummified fruits and infected windfalls are frequently the sources of 
fresh outbreaks of brown rot, all such materials should be removed from the 
orchard ; and all infected spurs and cankered wood should be cut out and 
destroyed. 

In America, Australia, and New Zealand'*', brown rot of fruits is caused by a different 
species of Sclerotinia, namely S. fruclicula (Wint.) Rehm ; the British and European type 
S. fructigena, above described, has so far not been found in association with the disease in 
the countries named. S. laxa does, however, occur both in the United States and Canada, 
and both S. fruclicola and S. laxa are responsible for blossom-wilt and twig-blighting, 
chiefly of stone-fruit trees, and may under certain conditions cause fruit rotting as 
well'". The Moni/ia -stage of S. fruclicola was successfully produced after infection of 
peach blossom with the ascospores. The apothecia of S. fruclicola may be found in 
abundance on mummified peaches hanging on the trees, or on the fallen fruit, and sporu- 
late just about the time the trees come into bloom, but to what extent the ascospores are 
responsible for setting up primary infections is not known. The asci of this species range 
from 102 to 215 by 6 to 13 ft, and the ascospores from 6 to 15 by 4 to 8 2 /x. The conidia 
range from 10 to 28 by 7 to 17/x, with a mean of 10 46 by 16-24/4 Microconidia 
have been observed on mummified fruit, coincident with the development of the 
apothecia ; they may probably serve as fertilising cells 
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Bitter Pit of Apple (non-parasitic) 

Hitter pit of apple is a common functional disorder of the fruit, and is not 
attributed to any plant pathogen. First described as 4 stippen ’ in Germany ««> 
in 1869, the disorder has long been known as 4 Baldwin spot ’ or 4 brown spot \ 
and the name 4 bitter pit ’ was first applied to it in Australia where the trouble is 
very prevalent, especially in South Australia and New South Wales. It is also 
well known in the I'nitcd States, South Africa, and other countries ,8 * ,0 * "• *<• 

The trouble appears to arise as a result of picking before the fruit is ripe, and 
develops more rapidly the more immature the fruit »'>. While the general 
observation is that bitter pit is a storage disorder, the trouble really begins in the 
orchard, the symptoms which break out on the stored fruit being traceable to a 
physiological disturbance during the growth of the fruit ( - 7 >. Numerous observers 
have noted that large-sized fruit from a light crop arc more susceptible than smaller 
fruit from an average-sized crop, but others maintain that the relative severity of 
bitter pit cannot be explained on a basis of size of fruit alone (l - - 7) . It was observed 
in British Columbia that fruit from trees bearing less than one-third of a normal 
crop proved to be much more liable to the disorder than fruit from trees carrying 
more than this proportion Bitter pit is very erratic in its appearance, for in 
some seasons trees known to have suffered from it may be quite free, and in others 
to develop it severely, and trees of the same variety growing close together may 
develop extensive pitting of the fruit at harvest-time, and little in storage, but, in 
general, the symptoms appear more rapidly during the first two or three months 
of storage <IJ \ 

Bitter pit is characterised by the presence of a few to numerous depressions on 
the surface of the fruit, chiefly towards the calyx end (Fig. 352). The spots arc 
circular, sub-circular, or streaky, and may sometimes be barely visible, but com¬ 
monly measure from 3 to 6 mm. in diameter. Immediately below the spots, 
brown necrotic areas arise in the pulpy tissues (Fig. 353), but a browning of the 
flesh, arising as it does from within the fruit, may sometimes not be accompanied by 
any external pitting. According to the natural colouring of the particular variety 
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of apple, the pitted spots may be grey- 
green, olive-green, light brown, dark 
chocolate-brown, or almost black (9) . 

Observations in Australia (9( on Cleo¬ 
patra apples showed fairly constant 
differences in the symptoms, one form, 
described as mild pit , consisting of 
small, rather inconspicuous superficial 
lesions in both cold and ordinary 
storage, and another form, severe pit , 
characterised by large depressions of 
a dark colour, developing only in cold 
storage. 

Numerous theories have been put 
forward from time to time which seek 
to explain the cause of bitter pit in 
apple fruit 6 - 9 - ,7 - ,8) . Its etiology 

is still obscure, however, and much 
remains to be done also on the problem 
of its control ,,J) . The probably cor¬ 
rect view is that the trouble is due 
balance between the leaves and the growing fruit ,27) (cf. Blossom End Rot of 
Tomato , p. 678). It has been shown that when single branches of a tree were 
defoliated, the fruits were less susceptible to pitting, since the competition for 
water would thus be lessened. The view is expressed that susceptibility to 
bitter pit is increased by any treatment that raises osmotic values in the leaves, 
at the expense of those in the fruit. Experiments performed on the trees, such as 
ringing ’ of the limbs after blossoming, girdling of the flower stalks, drastic 
thinning, etc., all showed that susceptibility was increased when the osmotic 
concentration of the leaves was raised at the expense of the fruits 126 >. Further, a 
disturbance of soil-moisture conditions, whereby increased intake of water would 
occur, especially towards time of fruiting, is also suggested as being a possible 

cause of an over-stimulation of the fruit dur- 
ing growth ,6> . Excessive transpiration during 
the day and a sharp reduction or cessation of 
the process during the night, while intake at the 
roots remains unabated, is also put forward as 
a contributory factor which, by increasing in¬ 
ternal pressure in the fruit, would cause injury 
to the cells ,,4> . In addition to an irregular 
water-supply, an unbalanced nutritional condi¬ 
tion may also be conducive to the disease (,3> . 
It is asserted by some that the trouble is asso- 
and T, a5) Und u r ' hc *’?" cia,ed " i,h ,he retention of starch in the areas 
bundles (after Smock, Cornell ^ tteCled » thc necrotic spots on the fruit result- 
Vniv. Bull. 234) ing from excessive translocation, followed by 



1,G - 353 — Bitter pit of apple. Section 
of cleared apple tissue showing 



Flo. 352.—Bitter pit of apple. Note the dark 
spots on the affected right half of the fruit 
(photo by Foister & Noble) 
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osmotic action between the starch-filled cells and those in which the starch had 
been largely or completely changed to sugar '*». Others have found, however, that 
starch may be present in both healthy and necrosed cells in affected fruits <2 °- 2S) . 
The trouble has also been attributed to widely fluctuating temperatures during 
night and day (l7 \ but this view has not received general support (24) . 

The necrotic lesions, at first, consist largely of groups of collapsed cells situated 
beneath the hypodermal layers of the fruit ; later, the cell walls become torn. 
Amongst the disorganised tissues starch grains may be found, and these persist in 
the affected spots during storage. When the necrotic spots are traced inwardly 
into the flesh, they are found to be associated with the vascular bundles in the 
pulp (Fig. 353). In the early stages of the formation of the spots, the overlying 
epidermal and hypodermal layers remain intact, but later they too collapse when 
larger portions of the flesh become involved in the lesion. As the disorder works 
outwards from the pulp to the surface of the fruit, the browned areas may some¬ 
times not be visible from outside, but when the fruit is cut they are found to be 
associated with the browned strands in the pulp. These histological features are 
the same in fruits still on the tree or on those in storage ,25 * 27> . 

Hitter pit is aggravated by dry conditions and high temperatures during early 
summer, followed by heavy rains ,h - ,J - -*• Xi \ A great deal still remains, however, 
to be learnt about weather conditions in relation to this disease. Observations 
on the effects of light intensities appear to be conflicting. In British Columbia (5) 
it was noticed that the trouble was severe on Newtown apples in seasons enjoying 
more than the average amount of sunshine, and was not so pronounced, for the 
same period, when the amount of sunshine was less. On the other hand, excessive 
shading of the fruit during growth is said to increase susceptibility to pitting in 
storage ; fruits picked from the centre of the tree, which were much shaded 
proved to be very susceptible ,27> . 

Susceptibility to bitter pit appears to increase with excessive applications of 
nitrogenous manures during the growing season " 8 - 27 - ,4 '. 

Wastage from bitter pit may largely be obviated by delaying the picking until 
the fruit is ripe, and the fruit should be stored immediately at a low temperature ; 
storage at 32 I ; . delayed the appearance of the symptoms and sometimes reduced 
the development of the trouble 2i - J “. Lightly cropping trees should be picked 
about a fortnight later than heavily cropping trees 11 ’. Hitter pit is not associated 
with any mineral deficiency in the soil, and is not relieved by the application of 
boron <7 - 24 > io) . 

The varieties Baldwin, Northern Spy, Rhode Island, Greening, York Imperial, 
and Gravcnstein are listed as being very susceptible to bitter pit 127 *. 

1. Anon. : 1 939. Fruit World, Melbourne, xl, 5. 

2. Allen. I'. \V. : 1932. Auter. Soc. Hort. Sci. Proc. xxviii (1931), 639. 

3 - AtanasofT, I). : 19 . 14 - Phyto. Zeitsehr. vii, 145. 

4. Barker, J. : 1934. Imp. Bur. Fruit Prod. (hens. Paper, iii, 1-28(annotated bibliog. on 

the disease). 

5. Britton, J. 10 ., et at. : 1943. Sri. Auric, xxiii, 651. 

6. Brooks, C., and Fisher, I). F. : 1918. J. Agrie. Res. xii. 109. 

7. Burrell, A. B. : 1940- Cornell I'niv. Ext. Bull. 428. 
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Pear Scab, I enturia pirina Adcrh. 


Scab disease of pears is equally as common as apple scab, which it closely 
resembles in many features. The fungus causing it is almost identical with that 
on the apple but the two fungi are distinct species and confined to their respective 
hosts. 

Pear scab is widely distributed in Hurope and in the United States (2) ; in 
California (l7 ’ it is the most important disease of this host, and in Australia is 
reckoned to be the most serious factor limiting the export of the fruit ,5 \ 

In comparison with the organism of apple scab, the fungus of pear scab is 
more aggressive, penetrating the host more quickly and more extensively. It also 
has a greater capacity for spore production, which, moreover, is spread over a 
longer period than is ordinarily observed with apple scab ,v *. 

The general symptoms of scab on this host are very similar to those on the 
apple but are more clearly defined. The leaves, twigs, bud scales, flower stalks, 


sepals, and sometimes the petals and the main axis of the inflorescence, as well as 
the fruit (Fig. 354) are all attacked in much the same way as above described for 
apple scab 115 '. Twig infections, however, are far more extensive on the pear 
than on the apple (Fig. 355). 


Pear scab is caused by Venturia pirina'", the name assigned to its perithecial stage 
<>n the over-wintered fallen leaves ; the conidial stage (Fusicladium pirinum) is the more 
j 'mportant, parasitic stage on the tree. The conidiophores are brown, septated, and are 
more zigzag than those of the apple fungus because in addition to a terminal conidium, a 
number of lateral conidia arise in sympodial fashion, whereas in the apple the conidia are 
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I'M. ;<4 IV.ii M.ih il •nhiihi sf'iwhi) «!»!»• •*• • 
h\ Wmm.iKI. />/%».<».* 1-11111* uniI //••/•*, 

l.nikwodill 


.155. IVarscah on tin* wood. Pustules of 
1 hr luncus sir* 1 hrcalom: t humid' at points 
nulu'.itt »l l*\ tlu* three lines; the base of 
m .ile le.it (lop line. rii*ht» is also cracked 
open b> the pustules (photo hy Salmon 
\ Ware, f»#•/«*>'. I.'hr<>n.) 


Ioniictl in succession from the apex of the 
eoniiliophore. The conidia are ilark l«n>\xn 
or olivaceous, ovoid, unieelhilar or 1 -septate. 

15 to 40 hy h to 10/1. in nature: in culture 
somewhat longer. 1510(10/1 The peri- 
theeia on over-w intereil leaves on the ground 
were found in England. in 11/24. at Wye. 

on blown leaves sheltering utulera hawthorn hedge 14 . These fructification* are smaller 
than those of the apple fungus. being just \isihle to the naked eve as dark points, 
seatiered or sparsely grouped at either or both surfaces of the leaf : the asei contain 
8 spores ; the aseospores. similar to those ol I', imm/ini/is. are transversely septated into 
two une«|ual cells, but in l \ fiiinti the larger cell faces the top, not the base of the ascus 
as in the former species ; the germ-tube is formed from the larger cell. The perithccia 
usuallv discharge their spores towards the end ol April ; a wet spell followed bv dull 
weather with occasional sunshine, and a temperature of 41/ to 55 !•'. are recorded to he 
the best conditions lor good spore dispersion 


Eor the primary spring infections of the leafing trees in England, conidia Irom 
the over-wintered twig lesions play a more important part than the aseospores 
discharged from the leaves on the ground in other European countries, in 

the I'nited States. California " 7 . and in Australia early infections as in the 
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case of apple scab are said to be caused by ascosporcs. Hut in England, so prolific 
are lesions on the twigs in their production of conidia in the spring that many of 
the opening buds after a shower of rain are found to be bathed with conidia ; as 
the water dries off, these spores may be seen not only on the bud scales but actually 
sucked in amongst the young leaves and flowers of the opening buds. First in¬ 
fections are, therefore, usually found on the under surface of the leaves, and on 
the sepals of the flower buds u> . 

V. pirino embraces a number of physiologic races 1,8 ' some of which are reported 
to produce chlamydospores in culture, and mutant forms are also said to occur ,6> . 
Here too, as in the case of the fungus of apple scab, some isolates of the pear- 
scab fungus turned out to be intra-group sterile, or inter-group fertile, but pairing 
of the isolates revealed only two compatible groups 

All varieties of pears are liable to this disease. The common Fertility is highly 
susceptible, as also are Doyenne du Cornice, Williams* Hon Chretien, Clapp’s 
Favourite, Heurre Hose and Marie Louise, but H. d'Amanlis, Conference, and 
Dr. Jules Guvot are less susceptible. There is evidence that the particular type 
ol ‘ stock * on which the tree is worked has a bearing on the degree of susceptibility 
of the scion to scab attack 

Hear scab may be controlled on the same lines as indicated for apple scab. 
Hears are not so liable as apples to suffer surface injury from the application of 
fungicides, but Doyenne du Cornice is sensitive to copper, though slight scorching 
of the foliage causes little injury to the crop itself ; Williams* Hon Chretien may 
also suffer injury from lime sulphur Since spoliation of pear scab continues 
over a longer period than is usually observed with apple scab, additional sprayings 
with Hordeaux mixture are recommended, as many as six applications being 
advised for the most susceptible varieties While no method of winter 

spraying can destroy the protected stromata on the twigs, the summer sprayings, 
hy killing the pustules on the leaves, help to keep down infections on the new 
wood. If practicable, since the twig lesions are such an important source of 
infection in the pear, all scabbed wood should be cut out before the buds open. 

At Long Ashton, Hristol a useful dual programme has been devised for 
controlling apple and pear scab together. It comprises two pre-blossom spravings, 


30th March to 4th April; for the pear, with 1 : 30. 

10th April to 30th April ; for apple and pear, with 1 : 30. 

25th April to 4th May ; for apple, with 1 : 30. 

1st May to 15th May ; for pear, at 1 : (to. 

I he weaker fluid is advised for later applications to both the trees, and to varieties 
0 apples which are not sensitive to sulphur ,v *. 

1. Aderhold, R.: i8«/>. Lamhc. Jahrb. xxv, 875. 

2. Anderson, II. W. : 1020. Unit . Him. Agric. Exp. Sin. Circ. 241. 

3. Chcal, \\. I.„ and Dillon Weston, W. A. R. : .938. Ann. App. Biol, xxv, 206. 
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i(>. Schenk, I*. J. : 1926. Floralia. xlvii, 712. 
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Bacterial Canker, Leaf Spot, and Wilt of Plum and Cherry, Pseudomonas 
niors-prunoruni Wormald & Pseudomonas prunicola \\ ormald 

Plum and cherry trees in Britain are subject to severe forms of bacteriosis 
which affect all parts of the trees except the roots. These diseases have been exten¬ 
sively studied in this country by Wormald " J - 7 '. Bacterial diseases of stone fruit 
trees are also well known in Germany and in various parts of America ,4> "• u) - 
It is probable that the organisms associated with these diseases, variously named 
by different authors in these countries, are very closely related to, if not identical 
with, one or other of the two organisms Pseudomonas mors-prunorunt and Pseudo¬ 
monas prunicola discovered and named by Wormald, to be the causal parasites in 
Britain. 

Stems, branches, shoots, buds, leaves, less frequently flowers and fruits, are 
all susceptible to attack. The disease affects the trees in three ways. I he most 
serious phase is the development of cankers on stems and branches (' bacterial 
canker ’) which may result in a die-back of all parts above the canker if the latter 
goes right round the stem or branch ; another phase of the disease causes young 
shoots to wilt (‘ bacterial wilt ’) ; and the other form of the disease, a spotting 
and perforation of the leaves (' leaf spot * and ' shot-hole ’), accompanies the canker 
and wilt stages. 


(a) Bacterial Canker 

Both plum and cherry trees affected with canker show, in the spring, yellow, 
narrow, and curling leaves, and the shoots, especially those of the terminal branches, 
are stunted ; sometimes there is considerable loss of foliage from such branches 
(Fig. 356). Young trees recently planted up are the worst to suffer but established 
trees are also attacked. If the stem of a maiden tree of the sweet cherry is girdled 
with a canker the buds above the lesion are checked in their development, and 
though the tree may come into leaf the leaves above the lesion soon turn yellow and 
wither (Fig. 357 c). The buds below the canker may, however, grow into healthy 
shoots, but their leaves may later become spotted as a result of bacteria being 
splashed on to them from the cankers. Sometimes individual buds may be killet 
from the presence of a canker around the base of the bud itself, while other hue * 
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not so affected grow out into healthy branches. Infected buds may also occur on 
spurs on older branches, and infection may pass from them into the axis of the 
spur, in which case all the buds on the spur may be destroyed. Lesions from 
affected spurs may extend so as to set up canker formation on branches and even 
main stems may become infected from spurs tZi '. 

The extent of yellowing and withering of the leafy crown of an established 
tree will often indicate the degree of cankering in branches or stem. If the withering 
is general over the whole tree the canker has probably girdled the stem, but if the 
discoloration of the foliage shows only in a part or parts of the tree the indication 



» 




Fig. 


356 -—Bacterial canker and shoot wilt of stone fruit {Pseudomonas mors-prunorum and Pseudo¬ 
monas prunicola). A, cherry tree with branch lesions, li, with bacterial canker on stem ; inset, 
portion of a branch with masses of yellow-brown exuded gum. C, young cherry tree with 
stem lesion, dead buds on the lesion, and curled leaves above it ; compare latter with the 
flattened leaves below (photos by Wormald, J. Pomology) 
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!•!«., 5*7. II.Hit iiosih <>| Inni (• “Minin,/i. I. l.-.il iiit..ii.>it clt.iiv 'Ivwim: * shot-hole 

i H. "ii III. 'Ii.m.i. LiIImil* ill. i. rmiii.il |VMH"ii. C.\ scu'i.' Ic.il inlVclion. c.iusmi: 

\Mlln-l IIIL* "I ill.' ("ll.U*«- l|*ll.»l«»> l»\ \V..1111.11.1. 7. 


is tlial only iHu* nr a few branches Ii.im* been girdled. tin- rest of (lie branches being 
unaffected ami capable ol producing normal fruit. Hum lives suffer more than 
elierrv trees from the effects of haeierial canker, heeause plum cankers arise mostly 
on the main stem, so that an entire plum tree may lu* killed from the presence ol 
a girdling canker, whereas cherry trees are more prone to develop cankers on 
branches than on main stem, and health) branches are in no way hindered Irom 
making normal growth. C'lierrv trees thus onl\ partially affected may be saved il 
infected branches are cut away well below the cankered part. Ihit cherry trees, 
like those of plum, do sometimes contract cankers on both stem and branches. 
A striking feature accompanying cankers on the stem and branches ol the cherrx 
is the copious exudation of a gummy substance from the cankers, often in such 
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quantity as to run down the stem (I ; ig. 356 inset). The exudate is also produced by 
cankers on the plum but is not nearly so copious as on the cherry. Though the 
gummy substance itself contains none of the pathogenic bacteria, its presence 
nevertheless causes much interference with the normal functions of the host 
tissues, and constitutes a serious hindrance to the translocation of food substances 
from the leaves to those parts of the plant below the cankered portion. A canker 
which completely girdles a branch or stem has much the same effect on the adjacent 
host tissues as ‘ ringing ’ of the bark, for by destroying the cells of the cambium 
and phloem a canker sets up a distinct swelling of the part just above the lesion, 
from which there is much discharge of gum, especially in the cherry. The parasitic 
bacteria are to be found only in places where diseased tissues abut on the healthy, 
in the cambium, cortex, and phloem, and if a branch is cut through at a canker, the 
bark and woody tissues are seen to be discoloured brown from the staining effect 
produced by the bacterial secretions infiltrating into these tissues from those 
diseased. The bacteria die out of the cankers during the summer '*• - a ’. 

The bacteria, washed down from leaf spot infections (described below), gain 
access to stems or branches through wounds in the bark, and infection of these 
parts takes place only during the autumn, just before leaf-fall. In the vicinity 
of the wound the bacteria gradually attack and destroy the cortex, phloem, cambium, 
and sometimes the newly formed xylem as well. liven from a small abrasion in 
the bark an infected area may extend as a long narrow strip, sometimes for several 
feet up and down, or may go entirely round so as to girdle the tree. Despite such 
infection, however, there may still be present in the affected parts above a canker 
a sufficiency of food reserve to allow for growth of fresh foliage in the spring, and 
sometimes even undersized fruit may be produced, but, in general, the new 
foliage begins to lose condition fairly early, and thc\parts above the lesion die if 
the canker goes right round the stem. If the cankers do not encircle the stem the 
tree may grow normally without showing any leaf discoloration, but the canker 
may still spread, evidence of which may be seen by a progressive ridging of the 
bark. A bacterial canker of the plum and cherry does not, however, get bigger 
from year to year, like an apple canker (A cctria « allit’cua , Fig. 339), because the 
bacteria die out of the cankers during the summer, and thereafter, since they have 
every chance of healing up like ordinary wounds, by formation of callus, the trees 
bearing them are no more subject to fresh infections than healthy trees, since new 
stem or branch infections, as above mentioned, probably originate from without, 
from bacteria washed down from the leaves. 


(b) Bacterial Shoot Wilt 

During a wet season, usually towards end of May, young green shoots of plum 
and cherry make very rapid growth, and on account of their increased succulence 
become very susceptible to bacterial infection. Such infection is believed to take 
place from direct penetration of the shoot through the lenticels, the ultimate effect 
being that the terminal leaves, though still remaining green, lose their turgidity 
and wilt. On the shoot itself a number of isolated blackened spots which become 
elongated in the direction of the axis arise and soon appear as sunken areas 2 to 
3 mm. long, surrounded by a paler zone which again is bordered by a darker 


SELECTED DISEASES 


PT. II 


756 


margin. These narrow lesions may sometimes be several inches long, and if 
confined to one side, cause the shoot to curve over, but if the shoot is completely 
girdled the part above the lesion wilts and dies (Fig. 357 b). Shoot wilt is almost 
invariably accompanied by leaf spotting. 


(c) Leaf Spot and Shot Hole 

The cankers on stems or branches, and the spots on the leaves, are two distinct 
phases of this disease. The bacteria pass the winter and spring in cankers on stems 
and branches and die out in the summer but not before the leaves become infected 
from them. It is not exactly known how the leaves become infected in the spring. 
It is possible that the organisms are carried from the cankers to the leaves by in¬ 
sects or splashed in raindrops, or perhaps the bacteria pass the winter in or on the 
buds, infection of the leaves taking place as the buds expand. There is little doubt, 
however, that much of the leaf-spot infection occurs during wet periods from the 
splashing of the organisms from cankers to leaves. The spots on leaves of the 
plum are dark brown, more or less circular, about 2 mm. in diameter, with a narrow 
pale zone around, but the central tissues of a spot killed by the bacteria soon dry 
and drop out, leaving a ‘ shot-hole ’. Sometimes young leaves in prolonged wet 
weather become riddled in this way, but a dry spell soon checks fresh infections. 
The leaf spots are infected with bacteria, which, however, do not ooze out to the 
leaf surface unless the leaves are kept continuously wet, and it is probable that when 
such conditions prevail just prior to leaf-fail the bacteria are washed down the 
branches and stem when these parts, as stated, become susceptible to canker 
formation in the autumn. 

On the cherry, the leaf-spot symptoms arc much the same as those on the plunf 
(Fig. 357 a). The spots arc usually numerous and crowded, rather small and 
angular when scattered, the bigger ones being from 1-5 to 3 mm. in diameter. 
Sometimes crowded spots join together to form necrotic blotches causing the 
leaves to become distorted. Isolated spots later dry out and drop out to form 
* shot-holes ’, as in the plum. One way in which infection of leaves probably 
does take place is through water pores around the margin, and a general withering 
6f the leaf around the margin is a common feature of infection in the cherry. 
Sometimes infection also occurs on petioles and midribs. This appears to be 
brought about by an extension of the disease from an infected spur upwards 
along the petioles into the lamina, and from the midrib it may enter into the larger 
veins. This method of leaf infection is, however, by no means common, and 
seems to take place only in very wet weather in early spring before the leaves are 
fully expanded, in which event the leaves may be killed before emergence. I-caf 
spotting is usually most severe in the neighbourhood of branch cankers, which 
seems to indicate that the germs are washed down by rain to the foliage beneath, 
and though there is no visible exudation of bacteria on the leaves, yet they may be 
seen in great swarms if leaf spots are dissected in a drop of water, and it is probable 
that the organisms come to the surface of the spots when rain collects on the leaves. 

It is by no means easy to detect the presence of the bacteria in the leaves, except 
in sections suitably stained and counter-stained to differentiate between bacteria 
and mitochondria. In Fig. 358 the germs are shown mostly in the intercellular 
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Fi<;. 35K. l)acU'rio>is ot stone turn (• unlimuJ). Transverse section leal of ilu'rrj shnwiim the 
bacteria in the intercellular space* at time of very early leal infection ; there is considerable 
swelling of the cell walls, especially of those cells in contact with bacteria as well as in the cells 
tilled with uummy deposit (dark contents). Inset, showing the bacteria between the cells, 
and masses o| amorphous uimum subsi.ince in the cells, the cell walls he ini; much swollen. 
From slides of specially lixed material, microtomcd and stained with Milovidtiox's method lor 
dilferentiatini; between bacteria and mitochondria tlrom a slide made by Watson) 


spaces near the small veins, and they are also seen, in fewer numbers, within the 
cells of the conducting sheath. Sometimes wilted flowers anil young green fruits 
of cherry may he found to harbour the bacteria in their tissues, but whether such 
infection takes place from without or from within by invasion from infected spurs 
is not known. Rut the disease may spread from the flower-trusses to the twigs, 
causing a withering of leaves and flowers above the point of invasion, so that 
twig blight occurs and further infection may appear as the fruit develops, the 
fruit stalks turning black and fruit formation is inhibited ' :T '. 

Wormald found these diseases of plum and cherry in England to be caused by 
two bacterial organisms which he named Pseudomonas mors-pru nor urn and Pseudo - 
monos prunico/a. The diseases attack also the Morello cherry, the cherry plum 
(Myrobolan), almond and peach, as well as some ornamental shrubs. An organism 
P. syringac, reported to cause disease in a number of other host plants, including 
roses "" and lilac " H> and P. citripntea/c, causing citrus blast ,|u ', are believed to be 
the same organism as P. prunico/a. Whether inter-infection between these orna¬ 
mental hushes and stone-fruit trees takes place is not yet known, but the relation 
is one of practical importance if these additional hosts are allowed to remain in 
proximity to fruit plantations 

P. mors-prunorum is a rod-shaped organism, from o-8 to 2-5 /t long ; rarely forms 
filaments ; stains slightly by (Irani’s method ; one polar flagellum, hut frequently 2 or 3 ; 
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no endospores ; thermal death point 46’ C. ; optimum temperature for growth 25 0 C.; 
colonies on agar, grey or almost colourless ; strongly aerobic ; no gas formed ; survives 
over a range of />H 2-8 to 9 6 ; gelatine dissolved by some strains. (Code number, 

according to the American system, is 211-2222032. 

7 \ pr unicola is rod shaped, from 0 9 to 2 5 by 0 3 to 0 5 /* ; filaments sometimes 
formed ; stains slightly by Gram’s method ; one polar flagellum, but frequently 2 or 3 ; 
no endospores ; thermal death point 45 C. ; optimum temperature for growth 25 0 C. ; 
colonies as above ; liquefies gelatine ; strongly aerobic ; no gas produced. (Code 
number, 211-2322033.) 

The two organisms can be distinguished from each other by growing them in a 
nutrient broth containing 5 per cent, saccharose ; transfers should be made from 3 days’ 
old colonies. When tubes of the nutrient broth with sugar are a few days old they are 
examined by reflected light against a dark background ; the cultures of P. prunicola show 
a slight yellow tinge and are more or less translucent, while those of P. mors-prunorum 
are white and somewhat opalescent. One or both of these pathogens may be present at 
any phase of the disease, but P. mors-prunorum is the one most commonly associated with 
the canker phase in plums, and in the canker of the cherry either or both organisms may 
be present, but P. mors-prunorum is the more common, though the other is also respons¬ 
ible for the wilting of young, green plum shoots There is some evidence of host 

specialisation in respect of the two organisms, for strains of the pathogen taken from plum 
are more virulent on that host than on cherry, and the same is true of strains taken from 
cherry when inoculated into cherry. 


No conclusive results have been obtained that the disease can be controlled 
by application of artificial fertilisers. Sand-culture experiments showed that 
potash in no way reduced the amount of disease on the highly susceptible Victoria 
plum (worked on a resistant stock) ; in fact, high potash and phosphate content 
of the soil had an adverse effect, and low phosphate content reduced the amount 
of cankering ; it is suggested that the harmful effect of phosphatic manuring is 
due to its action in reducing the availability of iron salts lime does not help 
to increase host resistance, proving in fact detrimental when used in combination 
with a balanced dressing of ammonium sulphate, superphosphate, and sulphate 
of potash 

Of susceptible varieties of plums. Giant Prune is the worst to suffer from 
canker and leaf infection, followed by Victoria, C’zir, Prince of Wales, and Bradley’s 
King Damson ; Purple Egg and Denniston Gage are rarely severely affected and 
the variety Utility is definitely resistant * 7 - ,u ‘. Of susceptible cherries, Bigarreau 
de Schrecken, Cluster Black Heart, Black Tartarian, Emperor Erancis, Bradbournc 
Black, and Black Eagle are very commonly attacked, while Erogmore and Governor 
Wood are less susceptible 

Since the canker phase of the disease on plums attacks chiefly the main stem 
and is less commonly found on the branches, one successful method of reducing 
the disease on the plum is to build up trees on resistant stems, the method being 
known as ' framework grafting For this purpose, some stems, such as those of 
Purple Pershore and, in particular, Myrobolan B. give better results than others 
such as Pershore, Denniston's Gage, and Victoria, all of which are very highly 
open to stem canker, while those of President, Utility, Warwickshire Drooper, and 
Purple Egg are intermediate Sa '. Although varieties of cherry, in general, 
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are more prone to contract canker on branches than on main stem, there is hope 
that, for cherry trees as well, resistant stocks will be available for working on to 
them the more valuable susceptible varieties 22 

Since cankers are developed on the trees through wounds during the autumn 
and winter, no pruning should be done during that time, and it is advised to re¬ 
move all leader shoots, broken branches, and feather shoots during the growing 
seasons, preferably during May and June, at which time wounds are less sus¬ 
ceptible to infection, for the organisms in the cankers die out during the summer 
and by midsummer most cankers tend to become healed without attention ; any 
open wounds left after cutting should, if practicable, be protected by the applica¬ 
tion of antiseptic paste such as that employed in the treatment of 4 silver-leaf ' of 
plums (p. 246). 

As the bacteria attack branches and stems in the autumn, and the foliage in 
spring and summer, spraying programmes are recommended on the following 
lines : for stem cankers, spray about the third week in October with Bordeaux 
mixture 10: 15 : 100; this, however, has not yielded as good results on plums 
as with cherries, and except in severe outbreaks it may be omitted, in favour of 
spraying both plums and cherries with this strength just before leaf fall ; and for 
leaf spots on cherry, Bordeaux mixture f>: 9 : 100 with a ‘ spreader ’ at time of 
hud-bursting, and again with 4:6: too, applied 3 weeks after the petals have 
fallen. For plum foliage the latter may be used, under similar conditions, and 
2 or 3 weeks later, using a colloidal copper preparation containing 0 025 per cent, 
metallic copper ,8 “- Sl, \ Some growers have reported harm to certain varieties of 
cherries and cropping plum trees (but not to nursery or young orchard trees) 
from spray treatment, but the addition of cotton-seed oil (075 per cent, by volume) 
obviates this damage ' 2 *. 
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Plum Rust, Puccmia pruni-spinosae Pers. 

Plum rust is fairly common in the south of England in wet seasons during late 
summer ; it is not frequent in Scotland where it has only recently been reported "H 
It is widely distributed in Europe, North America, Australia, New Zealand, Tas¬ 
mania, Egypt, South Africa, and other areas. The rust also occurs on apricot, 
almond, prune, peach, and nectarine, but is not common on the cherry (J * 7 - "*• 
Stone-fruit rust is caused by Puccmia pruni-spinosae (Tranzschclia pruni- 
spmosac I iseher). The fungus is heteroecious, having the uredosporc and teleuto- 
spore stages on the stone-fruit Primus host, and the aecidiai stage on various species 
of Anemone , chiefly A. coronaria (Pig. 359). In the I’nited States, two distinct 
forms of the parasite are recognised, one on wild plums and the other on cultivated 
plums, the latter apparently being the prevalent form in Britain. The differences 
between the two forms are based chiefly on tclcutosporc characters, no constant 
differences being shown by the uredosporcs on any of the hosts above mentioned. 
At least two physiologic races of the rust exist '»• *■ *»• 

The rust on the plum occurs mainly on the leaves, its effect being to bring about 
partial or complete premature defoliation and a general loss of vigour in the tree. 

It may occur on badly cultivated soil in dry localities or in low-lving moist 
situations '•• . In Palestine, on practically the entire range of hosts above men¬ 
tioned, the disease may develop locally in all parts of the country during the 



359. Vlutu rust {Pmtinia pntni-spiihisar). Tlic ncciiliul 
stiitft* on Anrmmie mnmaiia (photo l»y Dennis) 
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winter, and in summer only areas with a relatively low temperature and high 
atmospheric humidity are affected (,6a) . While in many localities, as in England 
and the south-eastern parts of the United States, the rust is to be found only on 
the leaves, in other areas, as in the western parts of the United States, Australia 
and New Zealand, lesions and cankers may also develop on the young twigs, and 
blemishes and cracks may also develop on the fruits, making the latter unfit for 
canning and export (3 > The rust first appears as small yellow spots on the 
upper surface of the leaves, and at corresponding spots on the under side brown 
pustules of uredospores appear. While the symptoms, in general, are usually the 
same on all species of Prutius , small differences have been observed in the colour, 
size, and distribution of the spots on other hosts The lesions on the twigs, 
common on peach varieties, form small cankered areas, causing the bark to split 
longitudinally, and in the crevices uredospores are developed. The blemishes on 
the fruit consist of small, circular, depressed spots or cracks, and mar the appearance 
of the fruit (7 ». 

The uredosori are hypophvllous, cinnamon brown, pulvurulent; uredospores 
are oblong clavate, or oblong fusiform, 24 to 42 by 15 to 23 n (v \ or, 20 to 35 
by 10 to 18 n with a wall brownish yellow above but paler below, smooth 
above but sharply echinulate below, with 3 to 5 equatorial germ-pores; the 
spores arc interspersed with capitate paraphyscs ,0) ; other spore measurements 
given arc, 18 to 28 by 15 to 25 n, on myrobolan, and 25 to 45 by 12 to 16 /z, on 
apricot <•>. 

The two forms of the fungus in respect of the differences in the characters of the 
tcleutospores are defined as follows : 

(«) P. pruni-spinosae forma typica (Fischer); on various wild plums. Found in general 
in North America, Europe, and Asia. Aecidial stage usually found on Anemone caro - 
litiiana and A. quinquifolia. The teleutospore cells are of approximately the same 
size and colour, the wall not noticeably thickened at the top of the apical cell, and 
uniformly coarsely verrucose over both cells ; oblong or obovate-oblong, 30 to 39 
by 18 to 27/i ; wall, chestnut brown, 15 to 2 5 /z thick. 

(I>) P. pruni-spinosae forma discolor (Fischer) ; on cultivated plums. In Europe 
generally, with slight exception, on Anemone coronaria. Sori on the leaves are 
pulvurulent, dark, chocolate brown masses forming compact almost black clusters. 
Upper cell of the spore globoid, the lower cell from globoid to an irregular-shaped 
form definitely contracted at the base ; wall of the upper cell generally, but not 
always, thickened at the apex and much darker than the wall of the basal cell, 
coarsely verrucose over its entire surface ; wall of the basal cell never completely 
verrucose, and in some hosts almost entirely smooth. The spores measure from 
26 to 39 by 15 to 23 /x ; the basal cell is generally narrower than the apical cell <v '. 

Infected anemone plants present a somewhat stiffer appearance than the 
normal plants, and bear the aecidial cups thickly aggregated on the lower surfaces 
of the leaves (Fig. 359). The accidia ( Aecidium punctatum) occur chiefly on 
A. coronaria , but may also occur on the wild A. nemorosa, the windflower. In 
Switzerland, infected plants of A. ranunculoides showed hypertrophy of the stems 
and a swelling of the involucral leaflets, with spermagonia and aecidia developing 
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on the sepals The spermagonia are chiefly epiphyllous and scattered. The 
aecidia arc hypohyllous, scattered, often opening out into four widely spreading 
lobes ; the aecidiospores are globoid or oblong globoid, 18 to 26 by 15 to 23 \l < 6) , 
or 16 to 24/1 ; furnished with a thick, vcrrucose wall, 15 to 2*5/4 thick, cinna¬ 

mon brown in colour. Plum leaves inoculated with aecidiospores from A. coronaria 
developed teleutospores So days later <6> . 

The rust is capable of surviving from season to season in various ways. The 
fungus may persist as a perennial mycelium in the underground stems of Anemone, 
ami when these are planted in early autumn spermagonia and aecidia are usually 
observed on the leaves, from March onwards. (The mycelium in the underground 
stems is said to be haploid, while in the leafy sub-aerial organs a dikarvophytic 
condition of the nuclei has been found, and there is evidence that the rust is 
heterothallic In some localities the rust appears to survive the winter in the 
form of uredospores which have survived in lesions on the twigs < 7 - 8 - bark, or 
buds, or even on living leaves which had remained attached to the tree, 
areas, therefore, the intervention of the aecidial host does 
ncccssarv 


ii<i. 21 


In some 
not appear to be 


I o keep the disease in check in the orchard it is obvious that anemone plants 
should not be cultivated in the near vicinity. As a precaution, plum trees should 
be sprayed with Bordeaux mixture when the fruit is about half grown, and again 
immediately after picking ,7 - A zinc-lime spray, 10 :5 : 100 was found 

to be almost as good as a 4 : 4 : too Bordeaux mixture ,J ‘. lame sulphur, 1 in 
;>°. ll,U r picking is also recommended, care being taken also to burv deeply all 
infected leaves (ientlv heating the underground stems of anemone up to 

34 C. lor four days was found to kill the rust in the tissues without injury to the 
host 
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Silver Leaf Disease of Plum, Stereum purpurcum (Fr.) Fr. 

Silver-leaf disease attacks a wide range of fruit trees and hushes, including 
apple, pear, cherry, peach, gooseberry, raspberry, and currant, and is most de¬ 
structive of all on the plum. All varieties of plums are subject to this disease, 
though some varieties are seldom attacked, while some degree of resistance, in 
certain localities, is shown by Monarch, Purple Kgg Plum, and Damsons. A few 
other broad-leaved trees are also susceptible, and the fungus causing this disease 
can thrive saprophytically or hemi-parasiticallv on the stumps of numerous forest 
trees but rarely on oaks and conifers ' 5 '. The disease has been extensively studied 
bv brooks in England, where it first came into prominence about 1902 

A characteristic symptom of the trouble on plum trees in the orchard is a 
silvery sheen on the leaves (Fig. 360), a pathological effect due to the presence of 
fungus mycelium, not in the leaves themselves but in the wood of the branch or 
branches bearing them, often at considerable distances below their insertion. 
Silvered foliage shows signs of wilting as soon as a toxic substance formed by the 
fungus reaches the leaves in the transpiration stream. It has the effect of causing 
the upper epidermis to separate from the palisade cells (Fig. 361) and with the 
accumulation of air under the loosened epidermis, a silvery effect results from the 
play of light on the surface of the leaf. Silvering of the foliage, in any plant, is 
not always a sign of infection and may arise from various factors disturbing the 
normal functions, and silver-leaf disease kills some of its victims, c.g. hawthorn, 
roses, beech, and birch, without producing this feature ,5 ‘. 

Infection always starts from a wound in the bark or any part of the tree, rarely 
on the roots unless they are exposed, but permeates the entire tree, roots, stem, 
and branches. In early infection of plum trees, which are usually several years 
old before they arc attacked, the silvery effect may be seen only on a few branches, 
but the affection spreads gradually until the entire tree succumbs. Sometimes 
trees lightly affected may recover if induced to make greater vigour of growth, 
especially during a very dry season ; the disease is difficult to check if a wet summer 
is followed by a comparatively mild 
winter '*• '*>. 

Silver-leaf disease is eaused by a 
Hasidiomycete, Stereum purpureum, whose 
bracket-like or imbricate fructifications are 
common enough on logs or stumps of a 
wide range of trees. The sporophores arc- 
formed in abundance on killed branches 
of plum trees, and may sometimes be 
formed on a dead branch while the rest of 
the tree is still bearing silvered foliage'". 

I hev show considerable variation in 
shape and colour ; sometimes they are 

resupinate, at other times profusely imbri¬ 
cate ; if the dead branch is horizontal the 



Fig. 360.—Silver leaf of plum (Stereum pur¬ 
pureum). Showing contrast between silvered 
(left) and healthy (right) leaves of plum 
(photo by Wormald, Diseases of Fruits and 
Hops, Lockwood) (see also Fig. 32) 



SELECTED DISEASES 


PT. II 


764 


sporophores are usually found 
pressed down flat on its under 
surface, hut if on the trunk or 
on a vertical branch they are 
partially free, bracket-like, and 
densely imbricated (Fig. 32). 
Young sporophores are pur¬ 
plish in colour but become 
dingy with age; the free, sterile 
upper surface of the imbricate 
kind is tawny or brown, fre¬ 
quently hairy and zoned ; the 
hymenium on the lower or ex¬ 
posed surface is purplish or lilac 
and is covered with basidia. 
Mature sporophores vary from 
2 to 8 cm. across ; they are 
firmly built of a richly branched 
mycelium furnished with a 
vesicular system of hyphae 
(Fig. 48) which resemble a 

'laticifcrous system' for 
nourishing the hymenium, and under humid conditions there is a constant production 
°* basidia with renewed production of spores in rapid succession. The sporophores 
appear in abundance alter heavy rain during the autumn and have an extraordinary 
capacity lor spore production ; even if kept dry for weeks or months they will sporulate 
freely i! moistened, a feature which no doubt accounts for the widespread occurrence of 
the fungus in nature""’. Hasidia vary from 4 to 5 by 4/« ; they carry 4 stcrigmata 2 to 
3/« long, which bear small, oval, hyaline, thin-walled basidiosporcs 5 to 7 by 3 to 4 // 

The fungus is easily grown in culture, from spores sown on sterilised blocks of plum 
wood, or from pieces of the infected wood or bits of a sporophore. The organism 
is common as a saprophyte or hemi-parasite on almost any kind of moribund woody 
material in nature, on which it is usually the pioneer, and does not seem to thrive if the 
substrate is already colonised by other fungi"’. 



Flu. .**»!• X trnii 111 pm purrn in. Section of healthy leaf of 
Victoria plum ( **40). Insets, .1, portion of a heavily 

sihered leaf showing separation of epidermal cells from 
the mesophyll. //. palisade cells from a yellow, heavily 
silvered leaf show mu excessiv e starch accumulation. ( '. 
dcuciteration of one nucleus after nuclear division in a 
palisade cell (after Tetley, Ann. lint.) 


The spores arc able to infect any freshly made wound on plum wood ; snags 
or split branches arc a favourable means of entry. Inoculations may also In* 
performed by inserting pieces of moist sporophore into T-shaped cuts under the 
bark and are usually followed by the appearance of silvering. The trees are 
liable to infection at any time, but are much less susceptible during June. July, 
and August, so that if any pruning has to he done this operation should take place 
during the summer. At other times the trees are highly open to infection and 
spores introduced into a cut are immediately sucked into the wood by the tran¬ 
spiration stream ,h *. Numerous hyphae soon become established in the wood, 
and the developing mycelium extends much more cpiicklv in a longitudinal direc¬ 
tion, both up and down from the wound, than in a lateral direction, and may 
eventually reach the roots, but whether the fungus ever breaks out from decayed 
roots into the soil to spread infection underground has not been proved. Infection 
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may possibly travel in this way from tree to tree by contact of roots, but again 
only through a wounded surface ,4 ‘. The bark of a diseased branch does not be¬ 
come affected as soon as the wood, but the fungus advances within it, as in the 
wood, more rapidly up and down than in a lateral direction <2 '. As already stated 
the fungus does not pass into the leaves, and the silvery effect and death of the 
leaves are due to the infiltration of a poison produced by the fungus. In affected 
leaves the nuclei in the mesophyll cells break down early, and the separation of 
the epidermis from the palisade tissue is due to inhibition of division in the palisade 
cells, so that after the separation has occurred the epidermis is likely to stretch 
over the affected parts of the lamina, and the epidermal cells of silvered leaves are 
often larger than those of normal leaves " 4 - ,51 . 

In the woody tissues of trees infected by S. pur pur cum there is considerable 
formation of gum. This substance, when first formed, is of a pale-yellow colour 
and more or less soluble, but when fungal growth slows down, the gum deposited 
in the farthest reaches of infection is insoluble and black at the margin and denotes 
the limits of infection. Beyond the barrier of black gum the fungus is not able to 
penetrate, and a xylostroma is thus formed within which staling products accumu¬ 
late. It is probable, therefore, that these conditions occur prior to the develop¬ 
ment of the sporophores at the exposed part or parts of a xylostroma and in a 
position from which spores can be dispersed into the open. Furthermore, a gum 
barrier may delimit a whole xylostroma, thus rendering the contained fungus 
inert, and the tree may recover. The gum, which is formed by the living cells of 
the medullary rays infiltrates into the wood and appears to be derived from the 
action of the fungal enzymes on the starch contents of these cells. Any vascular 
tracheae in stem or branches occluded with the gummy substance are no longer 
functional in conveying water to leaves 
and buds, so that buds which happen 
to be in the path of advance of the 
fungus fail to open, and only those 
buds outside the invaded tissues are 
able to produce leaves which, however, 
are not prevented from silvering if the 
infiltrating toxin can reach them; buds 
quite outside the track of the fungus 
may, of course, thrive normally for a 
long time ‘s>. 

Owing to disturbance of the leaf 
functions consequent upon infection 
of the wood, silvered leaves contain 
more starch than normal leaves, and 
some of the starch remains immo¬ 
bilised however long the leaves may 
be kept in the dark. Branches bearing 
silvered foliage wilt rapidly owing to 
loss of adaptability of the stomata in 
controlling transpiration, and also to 

2 B 2 




o 



Fit:. 362.— Silver-leaf disease of plum (Slereum 
l>uif>uteum). The wood exposed to show the 
dark staining effect which follows upon infec¬ 
tion of the tree (photo by Foister & Noble) 
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direct physiological disturbance of the tissues which assist in this process <*>. 
These features may be shown experimentally if plum twigs with buds just ex¬ 
panding are placed in an extract of the fungus, or in a culture fluid in which the 
fungus had grown; wilting and browning of the leaves take place, but no silver¬ 
ing, owing probably to the rapidity of absorption of the poison. Silvering of the 
foliage and browning of the tissues may be induced by injecting the stem with 
the same fluid extract and the effects produced agree closely with those observed 
in natural infections (Fig. 362) ,8 '. 

Plum trees appear to be in a condition for maximum infection when the food 
materials available for the fungus in the wood arc at the greatest concentration of 
soluble carbohydrates. 1 his peak period usually comes in April, after which 
there is a considerable decline until a minimum concentration is reached in 
September ; this probably accounts for the great success of April inoculations, 
and of the difficulty of getting the spores to infect wounds when the available 
carbohydrates are low during the summer. 

I he character of the soil does not seem to have any bearing on the incidence 
of silver leaf in plums, nor has the relative intensity of light or shade any influence 
on the severity of infection. Any treatment that will induce greater vigour of 
growth will help infected trees to recover ; to this end, the application of basic 
slag, and to a lesser extent kainit, is recommended ,6 ‘. 

The nature of the root-stock on which a variety of plum is worked is said to 
influence relative resistance to this disease ; thus when the very susceptible 
variety Victoria was worked on * Myrobolan A 1 2 * * 5 * * 8 stock, susceptibility was greater 
in comparison with the same variety worked on the common plum (9> . Further¬ 
more, one of the differences between the varieties Victoria and Pershore is the 
capacity of the latter to secrete more gum, thus rendering such varieties more 
resistant to attack s '. Owing to comparative immunity of the trees from infection 
in the summer, silvered branches should be removed before mid-July and all 
primings destroyed by burning ; if it is found impossible to cut back healthy 
wood, general infection is likely and the tree must be pulled up. Since wounds 
caused by pruning and thinning are slow to heal in plum (and apple) it is advisable 
to cover them immediately with soft grafting wax or preferably with a white-lead 
paint (see p. 246). No infected primings or logs on which the fungus could fructify 
should be left about the orchard, and since the fungus can thrive on the decayed 
stumps of trees and develop its sporophores, close watch should be made of any 
trees bordering on the plantation, particularly of birches, willows, and poplars, 
which are very susceptible to silver-leaf disease 

lly the Silver Leaf Order of 1923, fruit growers are compelled to destroy all 
dead wood of fruit trees killed by .S'. purpurcum before 15th July every year. 
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Fomes Disease or Heart Rot of Plums, Fames pomaceits 
(Pers. ex S. F. Gray) Lloyd 


Old plum trees in plantations, hedgerows, and neglected orchards are sometimes 
attacked by the Rasidiomycetc Fames pomaceits , infection having entered through 
wounds and in some cases causing a die-back of the branches. Cherry trees are 
also sometimes attacked by it <«>. The fungus is widely distributed in Lurope 
and America, and has also been reported in Australia 1 he organism is, how¬ 
ever, only a feeble parasite, and progress of the rot in the trees is usually very slow. 

The disease has the effect of 


converting the centre of the heart- 
wood into a white crumbling mass, 
the affected part being separated 
from the healthy wood by a brown 
gummy zone (Fig. 3(13). There 
are two stages in the progress of 
the rot, a ‘ gummy ’ and a ‘ white 
rot ’ stage, the latter being marked 
by an increase in hyphal develop¬ 
ment, especially in the occupation 
of the medullary rays. The gum 
is present in the vessels and in the 
medullary rays and is formed at 
the expense of the starch present 
in the ray cells. When the gum 
disappears in the later stages of 
decay the wood is rendered white 
and soft, a characteristic feature 
of the disease being a reduction 
in the thickness of the walls of 
the fibres. This is effected by 
a removal of the lining layer 
from the walls of the fibres, leav¬ 
ing a framework of lignin. The 
medullary ray cells, which become 
emptied, are the last to be attacked 
by the parasite. Plum wood in 
the final stages of white rot decay 



Fig. 363 .—Fomes pomaceus. Section of wood of Robin 
U reengagedecayed by the fungus( * S). (Reproduced 
by permission of Director, Forest Products Re¬ 
search Laboratory, Ann. App. Biol.) 
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is very densely occupied by the fungus. 
The softening of the wood is apparently 
not due to delignification, for the 
damaged wood still gives lignin reaction, 
but to the weakening of the fibres due 
to the removal of the layers lining these 
elements. 


The sporophores may he found from 
November to May, covering usually only 
one side of the tree-trunk (Fig. 364), and 
there is a copious discharge of spores 
during the last week of November, though 
scanty deposits may also be found practi¬ 
cally throughout the winter ,J \ The hard, 
woody fructification when perfectly formed 
is a thick, hoof-like bracket measuring 
about 5 cm. across, but more commonly it 
is resupinate or half-resupinate, forming 
a plate about 1 cm. thick, adhering to the 
bark. If any of the upper surface is ex¬ 
posed, the colour is an ashy grey, turning 
a brownish grey in the older parts; the 
porous hymenium is at first ashen then 
finally dark cinnamon brown. The hy- 
menial pores arc minute, about 4 to 5 to 
the mm. The spores arc hyaline, almost 
spherical, about <* /t in diameter ; the llask-shaped cystidia arc dark brown and measure 
on an average iX by X / < ". The basidiospores remain viable for long periods (24 weeks) 
and the fungus may be cultured from them or from diseased wood, on malt or Dox’sagar, 
the optimum temperature for growth being about 30 C. The dense growth of mycelium 
is colourless at first, darkening later to a cinnamon buff ; it retains its infectivity for a long 


I'u;. .164. Ionics disease of plum (/'Wt 

• •ns). The hoof-shaped fructifications on the 
stem,( (Reproduced by permission of 

Director, I'orcst Products Research Labora¬ 
tory. . Inn. . IU "/.) 


time '*• ". 


Once the tree becomes affected, this disease is very difficult to control, and early 
removal of branches which exhibit symptoms of dic-back is advisable, the wound 
being suitably protected by an antiseptic coating M *. The variety I’crshorc is 
rather more susceptible than the Victoria plum ,£ \ 


1. Cartwright, K. St. and I'indlay, \V. I*. K.: 1 «»•»-- .-Inn. .!/*/». Itiol. xxix, 219. 

2. 1 ‘ishcr, Eileen : 1935. Tram. Hrit. Mve. St*, xix. 102. 

.1. Kumbold, C. : 190K. AVi/i/r. Farsi.- u. luuu/tc. vi. Si. 

4. Wormald, II. : 1946. Dismsts 0/ Fruits urn/ l/uf>s. Lockwood. Loiuloo. 


Cherry Leaf Scorch, (Inomonia nythrostoma (I'r.) Auersw. 

This disease of wild and cultivated cherries was first observed in (iermany 
about 1XX0 '■**, and in 1900 was reported to be present in numerous districts in 
south-west England 

Trees affected with leaf scorch retain their withered leaves for an abnormally 
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long period, often throughout 
the entire winter and some¬ 
times into the spring. Withered 
leaves may even be found when 
the trees are producing new 
blossom <*'. The disease has 
the effect of inhibiting the for¬ 
mation of the normal absciss 
layers at the base of the petioles, 
thus preventing the fall of the 
leaves (Fig. 365). 

Early symptoms of ‘ scorch’, 
seen on the leaves about the 
beginning of July, consist of 
yellowish patches along the 
margin or near the midrib ; 
the fruit may also be attacked 
about the same time and may 
either drop off early, or not be 
formed at all, or it may become 
malformed and develop hard 
spots on the flesh ,s \ With 
the spread of the disease in the 
leaves and its extension into 
the leaf stalks there follows 
much destruction of the leal 
tissue; the trees become so 
impoverished that little fresh 
wood is made; those infected 
for a number of years show 
weak growth and finally die. 
Owing to lack of nutrition from 
the poor reserves laid down in 
the wood, the twigs of the 
current year remain stunted, 
t he i n ter nodes scarce 1 y de ve lop - 
ing at all, and the leaves are 
small and crowded together. 

Leaf scorch is caused by 


365.—Leaf scorch of cherry {Gmmonia crylhrosloma). 
Top, a cherry branch with withered leaves of last 
season still firmly attached at points indicated by the 
three pointers. Below, old, dead leaves, seen below 
the flowers, have remained attached to the branch 
throughout the winter and bear perilhecia (photos by 
Salmon, Wye Reports) 


(inomoniu erythrostoma ,a member 
of the Pyrenomycetcs. Towards the end of August the spermagonial fructifications may 
be seen in great number on the under side of the leaves, forming tiny circular spots on 
the yellowed parts, and soon the whole leaf turns brown. The spermatia arc straight or 
curved, 8 to 18 by 0 5 /*, and arc extruded through an ostiole, embedded in a short, 
mucilaginous coiled thread"'. Perithecia continue to develop in the leaves from Novem¬ 
ber to March ; they arc furnished with a long, protruding neck ; the ascospores, 16 to 18 
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by 5 to (> ,i, are septate, and unequally 2-celled ; there arc no paraphyses. The perithecia 
m the leaves usually reach maturity in the spring and the ascospores are ejected when 
the new leaves appear. Penetration is direct ««• *• and the intercellular mycelium, 
devoid of haustoria, becomes established mostly in the spongy mesophyll. During the 
summer the fungus passes from the lamina into the leaf-stalk, killing the cells right 
down to the branch without, however, actually entering the branch itself, but preventing 
the formation of the absciss cork layers. 

The disease is favoured by a moist environment, and its rapid spread is often 
encouraged by overcrowding in the orchard. 

The varieties Florence. Waterloo, Frogmore Bigarreau, and Early Amber are 
very susceptible; Blackheart and Elton Heart less so; while Turk, Crown, and 
acid cherries are resistant -■ 4 ’. 

T.> check the disease, the trees should be sprayed with Bordeaux mixture 
(4:4: 50), a first application being given just before the flowers open (in Kent 
about 12th April), and a second soon after the petals have fallen (about 10th May). 
II trees are few, the dead leaves should be collected and destroyed s> . 

• 
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Peach Leaf Curl, laphrina deformans (Berk.) 'Pul. 

Leaf-curl disease is common on peach trees and also attacks almond and 
nectarine It is far more prevalent in the orchard than under glass. 

There is no definite knowledge of the place of origin of peach-leaf curl, but it 
is believed to have existed in Britain as far back as 1841 and was recognised 
in iSf>2 as being due to " a minute fungus, Ascomyccs deformans " The disease 
is now widely distributed in Europe and America, in parts of Asia, notably China 
and Japan, and is reported also from Africa, Australia, and New Zealand *-• y \ 

The symptoms of leaf curl on peach trees in the spring are very striking. Soon 
after the leaves are well out of the bud some of them appear to be distorted, 
folding over so that the tips are directed backwards while others more heavily 
infected curl so badly that the whole lamina with the exception of the tip looks 
like a partially inflated paper bag. but other leaves again, while still being more 
or less dorsiventral, may be distorted from tip to base (big. 366). 'The blistered 
portions are thicker and softer than the normal parts of the leaf blade, and while 
the affected areas may remain green for a while, they gradually change to yellow 
and finally to a reddish purple tint which renders the affected leaves very con¬ 
spicuous against the green colour of the healthy foliage. 'The reddish velvety 
surface of the lamina soon becomes cove re <1 with a whitish-grey bloom which may 
appear at both surfaces of the leaf, but chiefly the upper. Lesions on the fruit are 
not common. 

Affected leaves fall off early, ami in heavy infections the trees may suffer severely 
from premature defoliation in late spring. 'There is, however, an apparent 
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recovery during the summer 
by the production of a fresh 
crop of leaves, and as this new 
foliage is obviously developed 
at the expense of a further 
drain on the already depleted 
resources of the plant, recur¬ 
rent attacks of leaf curl from 
season to season are very 
weakening and the fruit de¬ 
teriorates in bulk and quality 
every year. 

Taphrina (Exoascus) defor¬ 
mans, the fungus causing leaf- 
curl disease, is a member of 
the Ascomycctes, but in its type 
of fructification and behaviour 
in artificial culture it is not at 
all typical of that group of 
fungi. Thus, no true conidia 
arc formed, and actually the 
grey bloom on the leaf surface 
consists of a great number of 
asci which arc not developed 
and protected within a fruiting 
body at all, but merely break 
through the leaf cuticle under 
which they arise from a my¬ 
celium within the leaf, to form 



Pic. 366.—Leaf curl of peach (Taphrina deformans). The 
affected leaves are thickened (sec Fig. 143) i,n d a 
reddish-purple colour ; note the blistered and crumpled 
condition of the smaller leaves 


a hymenium of indefinite extent, 

so that the old generic name Exoascus (still in use by many authors) is descriptive 
of the final position of the asci exposed on the surface of the leaf (Fig. 143 l>). The 
asci vary in size from 25 to 40 by 8 to 11 /z, and appear more like exposed terminations 
of hyphac than the usual club-shaped cells typical of asci. Ivach ascus contains 8, 
or fewer, globose ascosporcs which measure from 3 to 4/x in diameter. A characteristic 
feature of this fungus is that the ascospores frequently bud, in yeast fashion, whilst still 
within the ascus to form minute secondary spores in such profusion as to fill the entire 
ascus. These tiny spores, which may be called * conidia \ arc capable of growing on 
artificial media by budding ; they are slightly oval in shape and measure from 2-5 to 6 by 
4 8 jx <,2> . The ascospores, which are discharged mostly in early summer, arc ejected 
forcibly from the asci, adhering together in tiny spore balls which may he carried hv wind 
or splashed in raindrops, and in water the ascosporcs float apart. In culture it is remark¬ 
able that the ascosporcs do not develop a definite mycelium and the colonies consist 


purely of conidia budded from the spores ; some of the conidiif, which are furnished with 
thicker walls than others, appear to be of the nature of resistant resting cells and contain 


denser cytoplasm than the remaining thin-walled conidia J,> . The resting conidia 
germinate, not by immediate budding, but by producing very short germ-tubes of a 




I-1C. y» 7 . Tafilnin,I ,/,/ni Ilians, ./. sli.mmi; siom.ii.il infection (after Marlin. PhytofnilhX !*• 
section of leaf showing bmuclcatc condition in flu- mtracuf icular and initial intercellular 
mycelium. C. various types of sprout eomdia falter l-’it/i'endd. Sti. .-Igrit'.). />. cells of »uh- 
epidermal mycelium, viewed front above. H. a ease in which copulation of eomdia has 
apparently preceded penetration. /•’. C. hyphal penetration between epidermal cells. //. the 
sub-epidermal mycelium. /. 7 . /v. types of binucleate cells. /.. M. .V. copulating eomdia. 
from a culture, d .S’. buddmi* eomdia (after Mix. I'hylaftatli.) 


* 
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swollen, vesicular nature, and from these, by a further process 
conidia are formed again <lM (Fig. 367). 


773 

of budding, thin-walled 


It is still not clearly known in what form the fungus of leaf curl survives from 
one year to the next. For a long time it was believed that the fungus existed as a 
perennial mycelium within the shoots «>. the fungus attacking the leaves again at 
the opening of the buds. It was maintained that the young wood became infected 
by the fungus passing into it from affected leaves, the mycelium surviving in the 
wood to renew infection in the spring, but this is now believed to play but a small 
part, if any, in perpetuating the disease <*'• »• »*. Some state that the fungus is 
continuous from lamina to petiole, though in decreasing quantity towards the base 
of the petiole <»', but others are emphatic that the mycelium in the leaf never 
reaches the wood at all <*». The general opinion would appear to be that primary 
infections which occur at the opening of the buds in spring are effected by spores, 
probably resting conidia, which have been sheltered on some part of the host 

during the winter <u - 2,1 u> - . . 

Infections take place almost entirely in the spring, and when the dead infected 
leaves fall off prematurely in June and July and new foliage is developed in the 
summer to make good the loss, the trees to all appearances are free from disease 
for the rest of the season, for the new leaves are rarely attacked. But it is not clear 
what happens to the ascospores or the budded conidia which remain in the 
hymenium on the fallen leaves, and there is no evidence to show that they are 
capable of living through the winter on the decayed leaves on the ground, or in the 
soil or elsewhere (m . Since the ascospores do not reach maturity and are not 
discharged until early summer, their part in starting primary spring infections 
would appear to be ruled out. 

The new foliage developed in summer to replace the prematurely fallen in¬ 
fected leaves apparently remains quite clean to the end of the season, and this is 
difficult to understand since the ascospores are in full discharge from the fallen 
leaves at that time. It has been observed, however, that late infections do actually 
occur on the new summer foliage but the lesions remain undeveloped, and, as they 
arc so small and scattered over the leaf, they usually escape detection. Whether 
these light and late infections on the summer foliage are directly due to ascospores 
or to secondary infections from the spring lesions is not known, but it is remark¬ 
able that the primary spring infections on the young expanding leaves arc so success¬ 
ful while infections on young leaves produced in the second crop in the summer 
arc hardly visible, if not entirely absent. The probability is that the disease fails 
to develop on the second foliage owing to the higher summer temperatures, and 
these belated summer infections are so light that affected leaves are not lost to 
the trees prematurely like those at the spring infections, so that during the summer 
the trees to all appearances are free from disease. 

At the time the ascospores arc being discharged in the summer, the young 
buds in course of development in the axils of the leaves are protected by bud 
scales of such smooth texture that it is hardly possible for the ascospores to become 
attached to them and remain viable for a long period. It is, however, not improb¬ 
able that if the ascospores germinate forthwith on the bud scales to form conidia, 
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t,lc tcr hv v,r J uc of lh eir mass production and yeast-like consistency are enabled 
to adhere to the buds, especially as the bud scales become more and more pubescent 
towards the winter. Conidia produced from ascospores in artificial culture are 
capable of withstanding desiccation and low temperatures, and it is probable that 
the fungus is capable of surviving the winter in the form of agglutinated masses 
of conidia on bud scales or twig surfaces on the host <»>. In old cultures where 
budding is less frequent, the conidia are often quite thick-walled and the fungus 
may possibly be able to tide the winter on buds or twigs in this form. It appears, 
however, to be a matter of some difficulty to collect and isolate conidia from any 
parts of the host, even by washing, during the winter. Finally, there is the possi¬ 
bility that the organism may live over adverse periods as a saprophyte in the soil (u) 
or m substances naturally occurring on the bark of the peach, in the same way as 
wild yeasts are known to thrive epiphytically on their various hosts <«>. Moreover, 
sporulation has been found, in California, on peach fruits on . 

7 ‘. t/rfonnans is easily grown in artificial culture on a variety of media, even on those 
of low food value such as a dilute solution of peach gum. As stated, the growth from 
ascospores consists entirely of budding conidia forming colonics of a creamy consistency, 
like veast. On potato dextrose agar' f » the lohcd colonies arc thick and convex, at first 
white later becoming pink ; a well-developed mycelium, as already stated, is not produced 
m culture, but when the growth passes over eventually to the production of thick-walled 
conidia. the latter may sometimes he seen to germinate (Fig. 367 l, m. n) by the formation 
of very short hyphac which, however, resemble short chains of oval cells more than hyphal 
threads with definite cross walls •<**. On a 2 per cent, dextrose broth to which 01 
tr\ptophane, or 10 per cent, peptone, was added, the maximum amount of growth by 
budding occurred over a range of temperature from 12'' to C."*\ The organism has a 
\\ulo range ol tolerance towards acid and alkaline conditions ; on potato dextrose agar 
the best growth occurred at a reaction of/>!!,«*■>. 

Inoculations on peach have been performed successfully by smearing the buds 
with the yeast-like masses of conidia from pure culture, or by spraying twigs and 
buds with a suspension of conidia in sterilised water. Strong evidence in favour 
of the view that the fungus is capable of tiding over the winter in the form of 
conidia on the surface of the host was obtained from the observation that conidia 
sprayed on to the tree survived on the twigs from July to the following spring and 
were still able to cause infection culminating in the symptoms characteristic of 
leaf curl. Moreover, shoots that had been specially protected bv covering them 
with bags to prevent the deposit of conidia showed complete freedom from disease, 
which would not have been the case had infection been present as perennating 
mycelium in the tissues of the shoot. Despite the observations that mycelium 
from the leaves may sometimes travel down the petiole into the twig of the current 
year, in some cases setting up distortion and hypertrophy of the shoot, there is 
no clear evidence that primary infections can be initiated from perennating 
mycelium emerging from the wood - 4> . 

It is noteworthy that the development of a true mycelium in the history of 
peach-leaf curl takes place only on the living host. Conidia spraved on to young 
leaves continue to grow by budding, and long, dichotomously branched, septated 
hyphac soon make their appearance on the surface of the leaves. The tips of some 
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of these hyphae enter the leaf by. cuticular penetration " 2 - 23 but stomatal entry 
also occurs (Fig. 367 a) (,8> . Since early infections take place as soon as the buds 
break into leaf, infections occur largely at the lower leaf surface, but later, when the 
leaves are expanded, the upper surface may also be entered. The intercellular 
mycelium travels across the mesophyll and proceeds to spread out chiefly between 
the palisade layer and the upper epidermis, where it develops in greater abundance 
than in any other parts of the leaf. Infection of the young leaf does not retard its 
growth ; on the contrary it has the effect of stimulating cell division in the meso¬ 
phyll cells to such an extent that the intercellular spaces become almost obliterated 
and there is finally little distinction between the cells of the palisade and spongy 
mesophyll, and the cell walls are also considerably thickened (Fig. 143). All 
starch contents in the leaf arc used up by the fungus, and with the gradual degenera¬ 
tion of the chloroplasts a rich purple pigmentation appears in the enlarging vacuoles 
of the infected cells ' ,0 '. 

In preparation for the reproductive stage, the branches of the mycelium which 
became established between the epidermis and mesophyll now make their way 
between the epidermal cells to form a network of short cells beneath the cuticle 
(Fig. 367 b). When the latter is raised up and finally ruptured, these cells, each 
furnished with a pair of nuclei, elongate somewhat and form a more or less con¬ 
tinuous hymenium over the blistered area. The paired nuclei in each cell fuse ,,0 \ 
and on the division of the fusion nucleus one of the two nuclei moves to the distal 
portion of the cell while the other nucleus remains in the basal part, which is 
finally cut off by a cross wall to form a small stalk cell to the upper and larger cell 
which becomes the young ascus. The nucleus in the latter undergoes a reduction 
division and eight spores are formed, but sometimes fewer, frequently only six, 
develop ; each ascospore is uninucleate (Fig. 143 i>) ,,T '. 

The incidence of leaf curl is usually associated with comparatively low tempera¬ 
tures such as occur in the spring. The minimum temperature for the growth of 
the fungus is below 10 C., the optimum about 20 C\, the maximum lying between 
26° C. and 30° C. The inability of the fungus to thrive at comparatively high 
temperatures is perhaps one reason why the new leaves developed in the summer 
do not become infected despite the active discharge of ascospores during that 
period. The trouble in the orchard is especially severe if cold, wet weather prevails 
at the time the trees arc bursting into leaf :2 ’; in Germany in 1927, after a mild 
winter followed by an early spring, the disease was abundant, but in 1929* following 
a corresponding, comparatively very cold period, it was practically absent 1,1 \ 

In view of the wide acceptance that the fungus causing leaf curl tides the winter 
in the form of conidia or their derivatives (the ‘ yeast * conidia) lurking between bud 
scales or in crevices in the bark of shoots and branches, a considerable amount of 
investigation has been done to control the disease by spraying. Obviously the 
treatment must be carried out before the buds open, and in Britain the trees should 
be sprayed about the end of February. Good results have been obtained with 
lime sulphur, Bordeaux mixture, and Burgundy mixture ( ' 3 - ,s - ,6 - 3o \ the last 
named in the proportion of 9? oz. copper sulphate, 11 oz. soda, in 3 gallons of 
water being found very effective <I5 ' 3o *. A dormant spray of Bordeaux mixture 
of 6 : 10 : 100, with lubricating oil as an adhesive in the proportion of 3 gallons of 


776 


PT. II 


SELECTED DISEASES 

oil to each ioo gallons of the mixture, is also recommended <«>. A winter spraying 
during December or before mid-January with 6:6: 50 Bordeaux mixture before 
the buds burst, or with 1 in 8 lime sulphur before the winter buds swell, has also 
been found beneficial •*. *>>. Others recommend a very alkaline Bordeaux 
mixture incorporating casein as an adhesive, applied at the beginning of winter < 4 - ?>. 
A spring application of 075 per cent, copper sulphate when the buds are at the 
swelling stage is also advised <»>. Though not in itself a sufficient means of checking 
the disease, it is profitable to cut out infected shoots and see to the removal of all 
infected leaves in the vicinity of the trees, destroying all such material by burning. 
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Shot-Hole Disease of Peach, C/asle rosporium catpop/tHttm (Lev.) Adcrh. 

‘ Shot hole ’, or ‘ gum spot ' disease attacks stone-fruit trees such as almond, 
apricot, peach, plum, cherry, and some other related kinds. It is of common 
occurrence wherever these fruits are cultivated, existing in the warmer parts of 
Europe, and extending across the fruit-growing districts of Russia into Central 
Asia, where it causes most severe losses to the apricot industry (export of dried 
fruit) ,2,) . It also occurs in Australia (,s - ,7 \ and New Zealand 41 whence it has 
driven out of cultivation the once very common Maori peach. It is prevalent too 
in Algeria and Tunis, and is responsible for serious epidemics on apricots and 
peaches in certain parts of South Africa " 4 '. In the United States the disease occurs 
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chiefly on apricot and peach (,s - 2,) . 

The serious losses suffered annually 
in some areas arc due not so much 
to the actual destruction of fruit as 
to the extensive premature defoliation 
brought about by the disease, the 
result being that fruiting twigs are 
weakened and fail to develop fruit 
properly (23> . 

The first discovery of shot-hole 
disease was made in France in 1843 
and its occurrence in England dates 
back to 1864 when it was observed on 
a variety of peaches grown in Flint¬ 
shire 12 *. In America it was first 
found in 1894, in Michigan County, 
also on peach trees ,:o> . 

The disease is caused by a member 
of the Fungi Imperfecti, Clast emporium 
carpophilum, which now replaces the 
older name Coryneum beijerinckii 
though the latter is still used in America. 

The systematic position of this organ¬ 
ism has, however, not been definitely 
established, and it possesses some feat¬ 
ures which appear to indicate close 
affinity with the genus Hc/mintho- 
sporium ,,7> . The only fructifications formed by the fungus consist of corcmia of conidio- 
phores (Fig. 369) arising on leaf spots, and in black, sunken lesions on stem and fruit. 

In artificial culture, as on corn meal or quakcr-oats agar, spore formation usually 
occurs from a mycelium which gives rise to single conidiophorcs, but on the host, the 
conidiophores arc developed in groups or corcmia ; saltation is frequent " ,l . 'flic 
conidia are elongate-fusoid, 23 to 62 by 12 to 18/i, pale olivaceous, 3 to 5, mostly 3- 
septate, with slight constrictions at the septa. They are viable for at least 15 months, 
and on germination give rise to hvphac coated with mucilage by which the developing 
mycelium is enabled to adhere closely to the substratum ; sometimes the germ-tubes 
develop appressoria, especially when germination takes place in the light 

Symptoms of the disease vary somewhat according to the type of host and 
locality. In America the disease takes the form of an affection of the twigs, called 
' twig ’ or ' winter blight ', whereas in Europe and Australia the predominant 
phase consists of perforated leaves and early defoliation, hence the common name 
of 1 shot hole ’ given to this malady, on account of the small round holes left in 
the leaves after the affected spots drop out (Fig. 368). Lesions on the stem are 
far more common on peach than on apricot trees, while almond trees do not usually 
become affected with the twig-blight phase of the disease at all. But a serious 
feature common to all these three hosts is the blighting of dormant buds, and in 



Fic. 368.—Shot hole of peach (Clasterosporiimi 
(atfuifthihnn). .*/. the shot-hole elfect in leaf of 
peach. H. C, lesions on the fruit. /), on the 
stem (photos B, C, D, by Louw ; reproduced 
by permission of Kditor of Fanning in South 

Africa) 
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.!*></. ('.Inslrrosfioriitnt ttufio. 
p/iifuin. A, section of a small 
acervulus shmvinu conitlia. //, 
various modes of development «>l 

coniilia and their germination 

(after Samuel. .Inn. /lot.) (see 
also Figs. 13X-140) 


this respect apricot seems to suffer most. In¬ 
fection of the foliage, with the shot-hole effect, 
and later, defoliation, may again be common on 
all these three hosts. Infection of blossom and 
fruit is more prevalent on apricot and almond 
than on peach (Fig. 368 b, c). 

Infected peach trees examined during the 
winter or early spring show on the young wood 
small, dark, irregular cankers which may vary in 
size from a pin's head to lesions \ inch long or 
more, and from which there is usually a copious 
exudation of gum. If these cankers girdle the 
young branches, a die-back condition may occur, 
and the loss of young wood is perhaps the most 
serious phase of shot-hole disease ; in bad attacks 
all the previous season's growth may be killed 
during the winter. In the spring, at the opening 
of the buds, the disease becomes active, and 
while many buds may fail to open, others lightly 
attacked make variable attempts to develop 
shoots, which may subsequently become blighted, 
appearing as if scorched ,t4 \ When the trees arc 
in leaf, infection of the foliage consists of small 
round yellow spots with a purplish margin, but 
the yellow centre soon turns brown from the 
death of the tissues below, and then usually drops 
out, leaving a hole right through the leaf. On 
young leaves diseased spots may increase in area 
rapidly, and a fair portion of the leaf blade may 
turn brown and be killed without developing the 
shot holes characteristic of the smaller, localised 
lesions. If leaf infection is heavy, severe defolia¬ 
tion may ensue, leaving the trees in a weakened 
condition ,2J) . 

It is not usual for the disease to attack the 
flowers of the peach, but floral infection is 
common in the almond. Lesions on the fruit of 


the peach are, however, fairly common, and, like 
those on the leaves, are purplish at first, later turning brown but having a reddish 
margin ; they finally become sunken into the tissues and filled with dark-coloured, 
sticky conitlia. Not infrequently, diseased fruits may dry out, becoming mummi¬ 
fied, and such fruit, bv remaining attached to the tree over winter, may act as a 
source of infection in the following spring 17 '. Hut the fungus is believed to 
survive the winter chiefly in twig lesions and in blighted buds, both as mycelium 
and spores. In the buds the spores are held and protected largely between the bud 
scales, and may be found in a viable condition at all times of the year. The fungus 
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remains alive in twig lesions of the peach for at least a year, again furnishing spores 

for leaf infection in the next season. . 

The spores are scattered chiefly by rain splashing on the trees, and, by virtue ol 
the mucilaginous character of the spore-coat, once in contact with the host the spores 
are not easily dislodged < 7) . Infection of the leaves during rainy periods may start 
as soon as the leaves project beyond the bud scales, and may continue on the ex¬ 
panded leaves for a long time, but the foliage is more resistant as it gets older. 
Infection may take place at either surface of the leaf, direct through the cuticle ; 
in the leaf, the sparingly branched mycelium fills the intercellular spaces of the 
mesophyll and may also enter the cells. The host reacts to infection early and the 
activity of the fungus is definitely checked when the host cells around the margin 
of the lesion, by becoming lignified stop further progress, and as the cells just be¬ 
yond the lignified zone divide to form a suberised zone (like the absciss layer at the 
base of a leaf), the central part of the spot becomes isolated from the rest of the leaf 
and drops out, but the margin around the shot-hole is protected by the cork border, 
so that there is no further spread of infection into the leaf " 7 ’ (I'igs. 1 3 ^ — 1 4 °)- 
The young twigs appear to become infected while they are still covered with 
epidermis, that is, before cork formation has begun. Penetration takes place in 
the same way as in the leaves, and the young fruits are believed to be attacked in 
a similar manner. In some cases buds may be killed when the twigs are blighted, 
either by direct attack, or perhaps by the fungus within the twig entering the 
bud at the base. In other cases, when the trees are in leaf, buds in the leaf axils 
become infected from spores washed down to them from lesions on twigs and 
leaves, and the spores retained within the bud scales remain thus protected and 
viable until the buds open in the spring. A good number of the early spring 
infections are seen to break out on the lower parts of the trees, close to the ground, 
caused probably by the splashing of spores from over-wintered leaves and fruit 
left lying on the soil ,7 ’. Warm, rainy periods are greatly favourable to the incidence 
of this disease, and relatively long and continuous rain during the preceding winter 
is invariably followed by heavy loss of fruit. 

As the fungus is capable of survival, especially in blighted buds and twigs, for 
periods of more than a year, methods of controlling this disease should be directed 
towards checking bud and twig infections. A spraying programme carried out 
with Bordeaux mixture, with or without lime sulphur, in sequence, is fairly 
popular among growers of stone-fruit trees <'*• *«• In South Africa, Bordeaux 
mixture alone, in the proportion, 4 : 6 : 50 is recommended for spraying peaches, 
the first spraying being done before the arrival of the winter rains, or before the 
trees have lost all their leaves, a second application being given just before the 
buds open <'«>. As this mixture is said by some to injure the foliage, lime sulphur 
is sometimes used and found to give equally good cover <>( 6> 10 1 hus a 20 per 
cent, application is made at the dormant period, followed by three treatments, 
using a weaker strength of 2 per cent., before blossoming, the other two being 
given at intervals of two or three weeks ,2 -\ Some recommend the addition of 
lead arsenate to the spraying fluids to ensure increased adhesiveness **• A 
dormant application of carbolincum followed, before blossoming, by a copper 
oxychloride spray is also recommended (S *. 
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Xo varieties of any of the trees above mentioned have proved to be immune 
from shot-hole disease ; and some varieties of peaches and plums which have 
shown some measure of resistance to twig infections are very susceptible to fruit 
infections. 

All infected wood and mummified fruits should be removed before the winter, 
and if practicable all infected debris on the ground gathered up and burned. 
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Red Core of Strawberry, Phytop/iihora fragariae Hickman 


This root disease of strawberry is believed to have first appeared in Scotland 
about 1920 and is commonly known as the Lanarkshire strawberry disease ,,0) . 
Since that date its spread has been rapid and cultivation of this fruit in the Clyde 
area is now on a much reduced scale. The trouble is widespread throughout 
Scotland U5 ‘ ,7> and though somewhat less prevalent for a few seasons previous 
to «943» during that year it again caused heavy losses in many plantations 07 
It occurs also in several parts of England ,7 * u. and the disease known in the 
United States as ‘ red stele * is identical with the one now described ,<,a * 8a - M - ,8 ' 


though there has been an element of doubt about the identity ,6 - ,0 * Its 
first occurrence in the United States, under the name of ‘black stele’, was in 
Illinois in 1935 ,s> . 

Strawberry plants usually show the first signs of disease during the first fruit¬ 
bearing season and there is no definite evidence of its presence in the first year ol 
growth. It breaks out in late spring or early summer in more or less circular 
patches in the crop, affected plants being small and squatted, the leaves of a dull, 
leaden-green colour becoming browned and sometimes reddened around the 
margins. The outer leaves are the first to perish though they are frequently 
retained for a long time. Affected plants may either fail to develop fruit at all 
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or die before the first berries ripen. In general, the effect of the disease is to 
check growth so that the plants produce few or no runners, ultimately wilt and 
die. After fruiting is over, lightly affected plants may recover to some extent 
by the development of new roots to replace those lost through disease. The 
recovery, however, is only temporary, for the new roots, in turn, become in¬ 
fected, and though root * renewal tends to produce long woody stocks and 
additional crowns, the rooting system is so damaged that it fails to cope with the 
new growth. 

The disease is greatly influenced by weather conditions, and prolonged wet 
periods during late July and August result in considerable spread of the trouble 
in the beds with consequent high mortality during the autumn and winter. Many 
selected varieties of strawberries which had hitherto shown good resistance to the 
disease have partially broken down under very wet soil conditions " 7I . 

The contrast between the roots of affected and healthy plants is very striking. 
While the roots of sound plants are of firm texture, with an abundance of fibrous 
rootlets, those of diseased plants are soft and greatly deficient in fine roots and 
rootlets. Mere actually is the source of the trouble, for the destruction wrought 
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Fl<;. 370.- Red core of strawberry (Pity Infth thorn frag urine). plant showing diseased roots. 

ii, C, roots split to expose the red-discoloured steles (photos by Hickman, by permission of 
Long Ashton Res. Station, .7. Pomology) 
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on the finer branches of the rooting system is responsible for all the symptoms of 
starvation shown by the parts above ground <l9> . 

In the early stages of disease the roots are’soft, of the consistency of india- 
rubber, and the tips of the roots become browned and rotted (Fig. 770). Under 
wet conditions, as the disease advances from the root tips, the cortex gradually 
becomes separated from the vascular cylinder and an appreciable length of cortex 
can be slipped off a young root, like a tube, leaving the vascular core or stele pro¬ 
jecting like a coarse hair from the remaining stump of the root. On exposure to 
the air the vascular strand turns red, this discoloration being a characteristic 
feature of the disease, which gives it the name of ‘ red core ' or ‘ red stele ’ <■«> 
A root rot of strawberry, known as ‘ black lesion \ common in Europe and America,' 
IS caused by a number of fungi, and appears to be distinct from red-core disease <»>. 

W hether all the symptoms of red core are caused by one or more fungi is not 
clear. Earlier investigators found a number of fungi in the diseased roots but 

conclusive evidence has now established 
a new species of Phytophthora , named 
P. fragariac *'*• ,n , to be the true para¬ 
site. This fungus has two stages of re¬ 
production, an asexual sporangial and 
an oosporic, and both have been found 
to develop under natural conditions in 
the rotted roots (Fig. 371). 

In damp soil, the sporangia, borne ter¬ 
minally on short, undifferentiated hyphae, 
emerge to the surface of recently infected 
roots chiefly from the root tips and from 
the cortical tissue close behind them. The 
sporangia are inversely pear-shaped, ovoid 
or ellipsoid, and measure from 32 to 90 by 
22 to 52 /t (average, 60 by 38 /x) ; they 
are hyaline and non-papillate (Fig. 371). 
(termination is indirect and some 40 to 50 
zoospores may be developed, either within 
the sporangium or in an extruded vesicle, 
and further sporangia may arise by pro¬ 
liferation. Sporangia and zoospores can 
be produced in abundance if bits of the 
roots are placed in water at room tempera¬ 
ture. or inserted into a portion of the fresh 
fruit. Melted snow proved excellent for 
inducing production of sporangia and zoo¬ 
spores "• a '. Sexual organs, oogonia, and 
Fig. 371 - Phylnfthihom fr,marine. sym- anlheridia (amphigynous, less commonly 
podial development of the sporangia. It, C, paragvnous) are produced abundantlv in 
sporangia produced by proliferation. OE. ,he central evlinder ..f the root, in ’the 
oogonia with umphigynous anthendia (after , , • ... , i 

Hickman, hy permission of Long Ashton cor,cx of lhc dialler laterals, and near 
Res. Station, J. Pnmotogy) the tips of recently formed main roots. I he 
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oogonia (Fig. 371 n, f) are lateral or terminal, 28 to 46^ (average, 39/x) in diameter, 
smooth and thick-walled, and of a golden brown colour ; the oospores with a 3 /x 
thick smooth wall are hyaline, and vary from 24 to 44/x (average, 33 /x) in diameter <m . 
They have not been observed to germinate and their length of life in the soil has not 
been determined ,6a> . New strains of the fungus are believed to exist " 7a '. 

Though the germination of the oospores has, so far, not been observed, there 
is abundant evidence that decayed roots and rootlets harbouring oospores serve 
to bring about new infections in clean soil. \\ hether the fungus is capable of a 
saprophytic existence in the soil is not known, but it is reported to be still viable 
after a lapse of five or six (24 ‘, even eight years from strawberry planting ,3) . The 
fungus has been cultivated on Lima bean agar, and portions of the culture in 
water produced zoospores Quakcr-oat and French-bean agars gave good 

growth at an optimum temperature of 20 C.; the sexual organs developed 
sparingly in pure culture u, \ 

Young strawberry plants in contaminated soil become infected through the 
root tips. After penetration of the delicate tissues of the root tip the fungus passes 
into the vascular cylinder, entering first the region of the pericycle, then the phloem 
and medulla, less frequently the protoxylem. The mycelium occupies the cells 
as well as the intercellular spaces. As secondary thickening sets in and the root 
gets older, the fungus concentrates mainly in the tissues of the phloem, with the 
result that roots are early killed and secondary organisms from the soil soon find 
access into the dead root tips. Various fungi, Pythium in particular, follow very 
closely in the wake of the true pathogen. Travelling along the vascular cylinder, 
the organism passes into the larger roots, killing the stelar tissues which become 
gradually reddened. This discoloration is probably due to oxidation of the fungal 
by-products and to their staining effect on the lignified elements of the stele. 
With gradual progress of the fungus towards the root-stock the pace of infection 
slows down, and the tissues of the crown are not occupied to any great extent, if 
at all, the infection being practically confined to the roots. There is, however, a 
certain amount of red discoloration in the root-stock and much of its parenchyma 
may be filled with granular material not found in the healthy tissues, and the 
lignified elements are often stained and plugged, but all these features are due prob¬ 
ably to the infiltration of some substance produced by the fungus in the roots ll,) . 

There is no definite evidence to the effect that any particular type of soil gives 
encouragement to this disease, but on this point as well as on the behaviour of the 
fungus in acid and alkaline soils further information is desirable. The disease is 
favoured by damp climate, high soil moisture, and a moderately low temperature. 
The sporangia germinate to best advantage, with a maximum production of zoo¬ 
spores, between 14 and 18- C., but grow poorly at 4 and 22° C. ,6 - u >. The 
progress of the disease in the field is fairly slow, but on sloping ground, infection 
appears to follow the flow of water, and the trouble is much worse on the low- 
lying parts than on higher ground, or in any part where drainage is impeded. 

For the eradication of this disease of strawberries long rotations are essential. 
Though the trouble is not known to affect any other plant, it is observed to be 
worse after potatoes than any other crop and is least virulent when the crop follows 
cereals 12 k . The most prolific means of spreading the disease has been proved to be 
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the planting of ‘ runners 1 from infected stock, and the rapid manner in which the 
trouble has spread throughout Scotland has no doubt been due to the distribution 
ot apparently healthy plants from a few infected sources <«-*>. Soil disinfection with 
a view to destroying resting oospores or mycelium has not been helpful since the 
contamination has been found as low down as two feet or more. The disease 
appears to yield little to any changed methods of cultivation, and special manuria! 
treatments have, so far, not been encouraging '*>. But highly successful results 
have already been attained in Scotland, through selection and breeding, and though 
the work has been greatly hampered by complications arising from virus troubles, 
good progress has been made in the production of varieties resistant to the dis¬ 
ease "<’• ' 7 *. In Britain, the varieties Huxley. Tardive de Leopold, Western Queen, 
Sir Joseph Paxton are the most susceptible kinds ; Royal Sovereign, The Duke, 
Bedford Champion, Aberdeen Standard. John Ruskin, Overtoun, Scarlet Queen are 
intermediate, while Pillnitz, Perle de Prague, Cambridge Karlv, Oberschlesicn, and 
Auchincruive C limax " 7; " show considerable resistance. In the United States new 
resistant kinds have been found, among them Pathfinder and a variety called 
American Aberdeen " s \ which, though of poor fruiting qualities, has proved over a 
number of years to be resistant both in Britain and in the United States <«\ and 
results have already shown that its high resistance has been transmitted to a large 
Proportion of its progenies derived by crossing with susceptible varieties of good 
qua it\ "• 1 • |S * ; but the resistance of these and of other promising varieties is 

apparently not maintained under abnormally wet conditions of the soil <,0> and 
under a wide range of environmental conditions ; but, so far, Climax has resisted all 
infection ,7 ' u '. 
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Leaf Spot of Strawberry, Mycosphaerella fragariav (Tul.) Lind. 

‘ Leaf spot *, though a common disease of the strawberry, is not very harmful 
as it usually affects only the outer leaves and petioles. The spots are small and 
round, about J inch in diameter, reddish or purple at first, later turning grey 
or almost white, but may still retain a dark-red colour around the margin. They 
are distributed irregularly over the entire surface, and may sometimes be so 
numerous as to reduce considerably the assimilatory area of the leaf, with the 
result that the fruit remains small and the crop generally poor (Fig. 372). On 
plants under glass, spots may also be seen on the stalks of the flowers or those of 
the fruits (8 \ Sometimes when the disease takes a more severe but unusual form, 
large areas of the leaves turn brown, in which case entire leaves arc killed (61 . 
A peculiar form of this disease has also been reported from Maryland and North 
Carolina ,n , the tiny achenes on the berries being found to turn black (‘ black 
seed ’ disease); this feature detracts considerably from the appearance of pale- 
coloured varieties of the strawberry, but as it occurs only on one or two parts of 
the berry the fruit appears to suffer little harm. 

Leaf spot of strawberry is caused by Mycosphaerella fragariae , an Ascomycete of the 
group Pyrenomycctes ; the conidial stage has been variously placed in the genera Ratmi- 
lariu and Phy/loslicla 1 »\ Conidia may be found in abundance on leaves, petioles and 
flower stalks. They arise on simple conidiophorcs which are developed in tufts on small, 
ill-defined stromata between cuticle and epidermis ; the conidia are elliptic or cylindrical, 
hyaline, and measure from 20 to 40 by 3 to 5 and may have 1 or 2 septa ; they germinate 
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easily in rain water or acidified tap water*’. The perfect Mycosphacrctla -stage develops 
its tiny, black perithecia in the autumn on spots on old leaves, hut they are not common ; 
the asci contain 2-celled, hyaline ascosporcs which measure 15 by 3 to 4/x. In place of, 
and somewhat resembling, perithecia, the leaf spots may bear small black sclerotia which 
are capable ot surviving through the winter on the fallen leaves to give rise to crops of 
conidia tor renewal of infections in the spring. But it is not clear, apart from the rare 
occurrence of perithecia, that the production of sclerotia is the only means wherebv the 
lungus can tide the winter. Entirely new spots have been observed in early spring to 
break out on the over-wintered dead leaves on the ground in so short a time after they 
are brought indoors as to preclude all possibility of their having originated from newly 
formed conidia, from which it would appear that these new spots on the old leaves 
developed from fresh growth of mycelium that had survived in the leaves «>. 

Infection may occur at either upper or lower side of the leaf and may be direct 
through the cuticle or stomatal <«', the fungus travelling between the cells of 
the mcsophyll without forming hausloria «*•. When the fungus appears on the 
tmy achcnes, as above mentioned, infection travels in through the stigmas at 
flowering time, the fungus thereafter finding its way not only into the tissues of 
the unripe achenes but penetrating also the soft adjacent tissues of the pulpy 
receptacle. Infections of young berries were obtained in the greenhouse both 
with conidia taken from leaf spots and ascospores from perithecia, as well as with 
inoculum collected from the blackened achenes, and the typical symptoms on the 
leaves were also reproduced following the inoculation of voting leaves from the 
same source 

As the fungus appears to survive over the winter on dead leaves on the ground, 
these should be gathered and burned ; in large plantations, after the fruit has been 
picked, straw may be spread and burned on the soil so as to kill any infected 
material still left on the ground. If the disease breaks out early the plants may be 
sprayed with 4 : 4 : 40 Bordeaux mixture, as soon as growth is well started, that is, 
when the leaves are about half grown, and the operation may be repeated frequently 
until the fruit is about halt size ' 7 ‘. Eor fresh planting, runners should be selected 
free from disease, and should any outer leaves become spotted their prompt 
removal and burning will help greatly to prevent the trouble from spreading. 
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Yellow Edge and Crinkle Diseases of Strawberry 

‘ Yellow edge ' and ‘ crinkle * diseases of the strawberry are of considerable 
economic importance in Britain, and account for much deterioration of the crop, 
here and abroad. While they are generally recognised as two more or less distinct 
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diseases attributed to different viruses, or virus complexes, there is still a good 
deal of uncertainty about the separate identity and properties of the component 
infective principles. Since both of these diseases appear to have ‘ mild ’ and ‘ severe ’ 
phases, it may well be that they are caused by virus complexes. Moreover, it has 
been asserted that no case of yellow edge is ever free from taint with crinkle, and 
it is by no means certain that many reports of the occurrence of strawberry diseases, 
referred to specifically as yellow edge or crinkle, are actually not mixed infections 
of the two together. 

(a) Yellow Edge 

Yellow edge first came to prominence in England in 1930 10 ', and has since 

been acclaimed in many parts of Britain as being the main cause of deterioration 
in the varieties Royal Sovereign, Sir Joseph Paxton, and others. The disease is 
present in Europe, Australia, New Zealand, and the malady known in Canada and 
the United States as ‘ xanthosis ' is now believed to be identical with yellow 
edge u - 3 - 6 - 7 - *• - 7I . In some areas, as in Queensland, it is reported to be more 

prevalent than crinkle {i \ while in other parts, as in Rhodesia " 5 \ it is frequently 
found in association with a severe form of the latter. In Britain, yellow edge and 
severe crinkle, in bad seasons, may reduce an average crop of strawberries from 
2 tons per acre (3 to 4 tons are not unusual) to little more than 15 to 25 cwts. per 
acre <J, \ In 1937, in the Isle of Elv, a normal yield of 6 tons per acre was reduced 
to barely a ton u '. 

Strawberry plants affected with yellow edge show the symptoms to an increased 
degree as the plants get 
older, and the symptoms 
are most marked from 
mid-September to the end 
of October. During this 
period the outer leaves re¬ 
main more or less normal, 
the symptoms being con¬ 
fined largely to the central 
leaves, which show the 
characteristic feature of the 
disease as a yellow dis¬ 
coloration extending all 
around the marginal areas 
of the leaflets (Fig. 373). 

This marginal chlorosis is 
the principal feature 
whereby yellow edge can be 
distinguished from crinkle, 
in which the chlorosis is 
unevenly distributed in 
small areas all over the 
lamina Plants affected 



Fie- 373 *—-Yellow edge of strawberry. Plant of variety Royal 
Sovereign showing symptoms of yellow-edge virus infection 
(photo by Rogers. King, and Massce, Sci. I/or lie., by 
permission of the Kditor, and Hast Mailing Research 
Station) 
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with yellow edge also show an irregular, generally upward curling of the leaf 
margins, a downward curling of the midrib, and frequently a distortion of the 
entire leaf. There may also be a considerable reduction in the size of the 
laminae, and the leaf stalks are much shorter than those of healthy leaves and 
the usual red pigmentation is reduced or absent (,0 >. Moreover, affected plants 
have a reduced capacity for forming runners. The fruit is not directly affected. 
Hut these symptoms are by no means general. Some plants in their maiden 
year exhibit the symptoms in a mild form, and apparently may continue to do 
so indefinitely, while other plants get progressively worse, presenting a distinctly 
severe phase of the disease. It appears that once a plant shows mild or severe 
symptoms in one season, it tends to repeat them in the following year, and while 
sometimes they may become slightly worse, they remain, however, in the same 
category. These variations in symptom-expression among individual plants are 
not associated with nutritional changes, no differences being observable in healthy 
or infected plants when grown in different soils; for instance, of greenhouse com¬ 
post or woodland soil or of peat, greater variation in fact being seen in any one 
soil than between plants in different soils 

Since the diversity of symptom-expression presented by plants affected with 
yellow edge is so pronounced, it has been suggested that yellow edge may be the 
work of two or more virus strains in the plant; experiments at Hast Mailing <'*• ,w) 
have not confirmed this hypothesis, but recently give support to the view that 
both yellow edge and crinkle may be caused by virus complexes. These investi¬ 
gations (concerned with an enquiry into the method of transmission of these 
diseases) have led to the suggestion that a common infective principle, capable of 
transmission, exists in yellow edge and in both types of crinkle, mild and severe, 
this component being probably the virus of mild crinkle. Recent observations 
at Hast Mailing now show that yellow edge is caused bv the combined 

action of two distinct viruses, namely the mild crinkle virus already referred to, 
and another, called the * mild yellow edge ' virus. Hut this does not exclude 
the possibility that other viruses or combinations of viruses may also cause yellow 
edge. Thus, a virus isolated from plants affected with * severe crinkle ’, in com¬ 
bination with the virus of ' mild yellow edge \ also produces severe yellow edge. 
The obligate nature of the association frequently occurring between crinkle and 
yellow edge has, therefore, been demonstrated. 

Observations of the progress of yellow edge on such \aricties as Royal Sovereign 
have shown that the incidence of disease depends on the operation of a variety 
of factors. At times the symptoms are well marked, while at other times they 
are masked. This suppression of symptoms is apparently related to the interaction 
of three factors, namely, seasonal weather conditions, soil conditions, and age of 
infected plants. Furthermore, it has been demonstrated that the symptom-picture 
varies in its intensity according to temperature, and especially soil-moisture con¬ 
ditions, being enhanced in damp weather and inhibited or appreciably reduced 
in hot, dry weather “ 5 - ,0 - Favourable conditions for the disease generally 
prevail, in the south of England during September and October, sometimes also 
in May and June, and are most marked under conditions of abundant moisture 
with an air temperature of over (to F. ; in south Queensland, the symptoms of 
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yellow edge and crinkle were more pronounced in the cooler than during the 
warmer months, while at temperatures of over 80 1 F. the symptoms of yellow edge 
were masked (2) . 

The virus of yellow edge has been variously named : Fragaria virus I (K. M. 
Smith); Strawberry yellow edge virus (Harris 1933); Strawberry yellows virus 
(Plakidas 1926); Strawberry xanthosis virus (Plakidas 1927) ; Strawberry virus I 
(J. Johnson Classification). The virus is transmissible by grafting, and is not 
conveyed in the seed. Attempts to transmit the viruses of yellow edge and crinkle 
by mechanical inoculation have failed (,5 ‘. Strawberry viruses are not sap-trans¬ 
missible and the separation of the component viruses from the mixtures in the 
plants is accomplished by the aphid vector. The principal insect vector for both 
these diseases in Britain appears to be Capitophorus fragariae ,2 °- 2ua \ in which 
the virus of mild crinkle persists for only a few hours, whereas that of mild 
yellow edge remains for several days ,2Sb) . This differential persistence in the 
aphid vector has been put to actual practice as a means for separating the com¬ 
ponent viruses from mixtures present in the plants ,2sa \ Observations in 
Bangor, North Wales <*•>, showed this vector to tide the winter on strawberries, 
in the apterous viviparous state, but viviparous alatac and nymphs with wing buds 
have been found in late autumn and winter ; the alatae appear to migrate over a 
distance of at least a mile and there is also considerable movement of apterac 
within a crop. This vector, moreover, will exist on silver-weed ( Putentilla anserina ), 
Potent ilia stcrilis , wild strawberry (l-'ragaria vesca), and Fragaria moschata although 
it has never been observed on natural cultures of F. vesca, and only rarely on the 
other species and genera. Of other aphides found in the same locality Macrosiphum 
solanifolii was most abundant and bred very readily on strawberries in the spring 
and early summer, and was able to survive the winter in the crop, but in other 
areas it has not been observed to be a vector of strawberry diseases. In 1940 and 
1941 the virus of strawberry crinkle was transferred from Royal Sovereign to 
Fragaria vesca by the vector Pentatrichopus (Capitophorus) tetrarhodus , producing 
symptoms identical with those set up by Capitophorus fragariae ii2) . In New 
Zealand, yellow edge and both types of crinkle were successfully transferred by 
Capitophorus potentillae tl \ 

(b) Crinkle 

Crinkle first came to prominence in Kngland in 1934, on the variety Royal 
Sovereign u,) . It was first recorded in America, in Oregon in 1925 (3 *>, and is 
widespread in the Pacific West on certain varieties of strawberries, notably those 
of the Marshall group. Though the disease causes considerable deterioration in 
the crop, the plants are not killed and may continue to yield, but at a reduced 
rate. 

As already stated, the characteristic symptom of crinkle is a localised chlorosis 
of the leaf (Fig. 374), in contrast to marginal chlorosis presented by yellow edge. 
At first the chlorotic areas are very- small, merely pin-point flecks, later increasing 
somewhat with expansion of the lamina. A rugose condition of the leaf seems to 
follow the chlorotic areas, but with no very definite pattern. The leaf spots show 
to better advantage viewed by transmitted light, and often the very pale centre of 

2 C 



.' t vhnu'inu , ym p,om. of 

' * an,I la,., Mallin!, iL. S.an.m) 1 ''‘ "" SV ' """ • b > ^nniMion of ,hc 

| S,m,S ! HCO " KS ' ' irsl rtl1 - ,hl " '>r»'vn and necrotic. Hcsidcs 
.... " K C ***«• l^'llc.s cvl.il,it more uneven tvpe of chlorosis. 

I he yellow,may extend in streaks along a few veins towards tlie midrib, or the 
veins, for the most part, may he cleared. The above observations, made in Oregon 
n y.12 on plants suffering from crinkle alone, are supplemented hv the statement 

U . i,s a r,,k '* ucrc ydlmwr towards the margins. Nevertheless this 

m u discovery ol crinkle in Oregon was believed to be distinct from the already 
noun \ el lows (xanthosis) but which appeared to be restricted to California «•', 
r "' n uh;U . hs,s s,, t ,cc transpired about the complex nature of these strawberry 
diseases it is not clear whether the symptoms attributed to crinkle alone are not 
those of mixed infection of yellow edge and crinkle. Ihu another quite distinctive 
s\ mptom ol crinkle is a definite change in the pattern of the marginal serrations, 
the teeth being bigger, the whole leaf margin presenting an unnatural, lobed 
appearance. In general, at any season of the year, infection with crinkle imparts 
to the host a lighter shade of green than normal, and in the autumn, whether in 
held or greenhouse, the plants lose much of their erect growth. During favourable 
growing periods afleeted plants may throw off all these symptoms, but thev can 
still be picked out from healthy plants by their lack of uniformity of colour and 
absence of a smooth leaf surface characteristic of normal plants. Finally, there is a 
tendency in afleeted plants to the development of a downward curling of the lamina 
or a cupping upwards of the leaf margins 

I he virus of crinkle disease has been named I'nigtiria rims j (K. M. Smith); 
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Strawberry crinkle virus (Zeller & Vaughan 1932); Strawberry virus 4 (J. Johnson 
Classification). 

The wild strawberry of the woods, Fragaria vesca, is never found to be naturally 
infected, but affords a useful ‘ indicator ’ host in the greenhouse and experimental 
plots, for it readily submits to infection, either by grafting of plants affected with 
yellow edge or crinkle, or with both together, or by exposure to the viruliferous 
vectors above named. On this differential host the symptoms transmitted from 
these three sources are highly variable and difficult to analyse, and only a few 
salient features can be given. The symptoms transmitted from plants affected 
with yellow edge alone are not easy to define ; neither is it easy to distinguish 
plants of F. vesca with crinkle alone, from those infected with both viruses. When 
F. vesca is grafted to a plant with yellow edge, the most distinctive feature developed 
is leaf curling , and this has not been seen in plants affected by crinkle alone. Grafted 
to a plant affected with crinkle alone, the salient feature is a chlorotic speckling , 
while F. vesca grafted to a plant affected with yellow edge and crinkle exhibits 
most diverse features which have been grouped into three stages, the salient 
differences being («) no reduction in leaf size, midrib curled backwards and down¬ 
wards ; leaf with a rounded outline, with prominent dark-green, raised-up areas ; 
sometimes chlorotic speckling present, attributed to crinkle : (b) leaves reduced 
to one-half or quarter normal size, asymmetrical, not curled, local laminal pucker¬ 
ing, chlorotic spottling, and a reddening may also be present : (r) leaves extremely 
minute, laminae greatly reduced or wanting ; sometimes these leaves do not even 
show typical crinkle symptoms, but remain very small, smooth and green, except 
for a reddening in the region of the veins. At any stage bending and twisting of 
the tips of the young developing stolons may be present, and young runner plants 
produced by these stolons are severely affected 

Samples more or less free from these diseases have been found among certain 
selections of the susceptible varieties Royal Sovereign, Sir Joseph Paxton, and 
King George. These selections showed no visible reaction in /•’. vesca and were 
therefore considered to be virus-free. While selections of other varieties showed 
no symptoms in themselves, when grafted to F. vesca they transmitted the disease 
to the indicator host, and were therefore symptomless carriers. But one strain of 
the variety Huxley Giant appeared to be free from any virus, and this is being 
propagated at East Mailing for further trials. It is clear that strawberry species 
and varieties differ to a great extent in their tolerance to the viruses here dis¬ 
cussed, all grades from very susceptible intolerants to symptomless carriers being 
found <l6 - u '. In New Zealand, in 1940, Royal Sovereign proved very suscept¬ 
ible, and 70 per cent, infection was shown by certain lines of Marguerite, while 
Paxton’s Noble and Captain Cook showed moderately high infection t3J) . At 
Wisley, in 1940, Aromatic, Campbell’s Seedling, and Rcdbourn showed definite 
symptoms when infected, while Corvallis, Duke of Kent, Huxley Giant, Etters- 
burg 121, Oberschlesicn, Pillnitz, and Tardive de Leopold showed no symptoms, 
being all symptomless carriers and, therefore, potential carriers of infection U4) . 

For the control of strawberry virus diseases it is clear that growers must select 
from the virus-sensitive, so-called Fragaria virginiana or British group which 
includes the susceptibles, Royal Sovereign, Sir Joseph Paxton, Stirling Castle, etc., 
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and not from the tolerant F. Chiloensis or Continental group, which includes the 
symptomless carriers, such as Madame Lefebvre, Madame Kooi, Brenda Gautrey, 
Western Queen, and others already mentioned «*>. In the matter of cultivation, 
special beds for propagation from runners should be situated at least half a mile 
from all other areas under strawberries. New fruiting plantations must also be 
isolated from older beds, and all heavily infected, older fruiting beds should be 
ploughed up after bearing, say, three crops A preliminary roguing of estab¬ 
lished runner beds should be carried out in June and the final inspection and rogu- 
mg made in September and October ; new plantings of runners should be similarly 
inspected and rogued Since an increasing number of runners succumb to 

yellow edge as the plants grow older, the plants should be grown for one year only 
and propagated annually, observing good cultivation methods so as to avoid 
overcrowding •«'. Although the vector Capitophorus fragariac is common on 
strawberries in most districts, it does not appear to migrate widely in the same 
way as, tor instance, Myzus [tersitae, and isolated plots in non-strawberry-growing 
districts are likely to remain free from infection through its agency for long 
periods 0, ‘. Such plots of healthy plants for runner production may be protected 
against the greenfly vectors by spraying (nicotine 8 oz., soft soap 8 lb., water 
ioo galls.) first in April, secondly before flowering, and again after picking. 
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Crown Gall of Raspberry, Bacterium tumefacicns S. & T. 

Crown gall disease attacks a wide range of plants which include herbs, shrubs, 
and trees, but is of little economic importance except on fruit trees. These belong 
mostly to the Rosaceae family, namely apple, pear, quince, plum, cherry, apricot, 
peach, raspberry, blackberry, loganberry, and many from diverse groups, e.g. 
grape vine, hop,' beetroot, chrysanthemum, dahlia, and others (I-ig. 142)- 

As the name suggests, the galls develop mostly at the * crown , that part of 
the stem at, or just below soil-level, but in a few hosts, as in the red raspberry 
(the European species Rubus Macs), they may also occur at various p aces on the 
long shoots, well above ground (Fig. 375 )- Crown galls should not be confused 
with the so-called * burr knots ’ frequently found on fruit trees ; these abnormal 
knots are often covered with incipient buds and roots and, unlike true crown galls, 
are not always of parasitic origin, and do not develop like crown galls. 

This disease is often troublesome to nurserymen and fruit growers, because 
of its occurrence on stocks which are propagated by stools and layering, and 
particularly so when incipient stages of infection arc very difficult to detect, and 
which may, therefore, be carried by apparently healthy plants. Crown galls vary 
considerably in size, according to the host, from that of a pea to lumps several 
inches in diameter, and are naturally a heavy drain on the food reserves of the 
plant; they interfere greatly with the proper development of the host tissues in 
their vicinity, causing a decided check 
to normal growth, affected plants being 
often stunted and deformed. 

The study of crown gall first came 
into prominence, in 1907, in the United 
States, where it was discovered that 
galls on a species of chrysanthemum 
(‘ Paris daisy ’) were due to bacterial 
infection ,n K From the galls an organ¬ 
ism was isolated, named Bacterium 
tumefacicns , which produced similar 
galls when inoculated into healthy 
plants of the same host. This asso¬ 
ciation of tumour-like growths with 
bacterial infection naturally gave rise 
to much investigation and considerable 
speculation as to whether the origin 
and mode of development of bacterial 
galls in plants would throw any light 
on the cause of animal cancer. But the 
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I‘ic. 375.—Crown «all (IStuleiiinn tumefuciens) of 
rod raspberry. A, the «all at the base of the 
plant (photo by Foister & Noble). B, the 
Kails on the canes, above soil-level (photo by 
Wormald) 
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evidence S ° far produced is not convincing that the pathological anatomy of crown 
gall justifies any parallel being made between this disease and animal cancer m «> 

Crown gall has probably been in existence in Europe for over eighty years <«*’ 
re P° rt °f ,hc oceumnee of the disease in Britain was made in ,021, again 
on the Ians daisy and extensive studies have since been carried out infhis 

,, T’ ,n f ,hC Ln,,ed the Continent, especially in 

While the choice of any particular host for the description of crown gall is of 
little significance, the selection of the red raspberry here is made because of the 
ndouh able association of the galls on this plan, with the organism B. tumefaciem 
and o the indisputable evidence of the pathogenicity of the organism isolated 
Irom the galls on raspberry, to other hosts, such as apple, tomato, etc. With the 
adoption of this host ,t ,s important to note, however, that crown gall of red rasp- 
hem in Britain appears to differ somewhat from the disease on this particular 
host m America -■ - | hese differences are discussed below, and whether they 

are due to genet,cal differences in the variety of the host is no, known, bu, i, is 
ro .able that the specific origin of the European red raspberry is no, the same as 
that of the American plant of that name. 

On English wild, as well as on the cultivated red raspberry, galls mav be seen 
IH . " P thr ; ,l, « houl i l ' c KnwhiK ««son at two places on the plant, namely at 
the enmn and at variable points along the canes. The galls formed at the crown, 
at first a dirty-white colour, later become a brownish colour, and are very variable 
m M/e and shape, usually about the size of a walnut. On the growing canes they 
arise at variable points, and resemble more or less elongated warts of Hrm texture, 
some appearing to join together, while others remain isolated; stem galls may 
a so arise so early at the extreme tip of some of the canes that growth is entirely 
cheeked. While all these symptoms are also reported to be the same on black 
and purple kinds of raspberry in America, on the red variety in that country, 
crown gall appears to be confined to the roots. It is true that galls may also arise 
on the roots of the red raspberry in England but they are different from crown 
galls, being much harder and of a more woody texture than true crown galls, and 
all attempts to isolate an organism from them has failed and, so far. the cause of 
root galls on English raspberry is not known. Similar galls have also been found 
on the roots of red raspberry in Germany but apparently they cause little damage <*'». 

7 . Itaclerium tumrfaciens is a short, rod-shaped organism measuring, according to 
Kiker from 10 to i-ft by 0-4 to 0-7/1. as compared with the dimensions given bv 
Smith ami I ownsend from 10 to yo by 0-4 to i- 8 /4 . It occurs singly or in pairs, has 
1 to 3 polar flagella, is aerobic, non-acid fast. Gram-negative ; docs not reduce nitrates ; 
gelatine is not lh|uiticd ; on agar the colonics are small, circular, and white. On nutrient 
agar, with 1 per cent, dextrose, at /*l I (»•«. the optimum temperature for growth was 22' C., 
growth being considerably reduced at 30 The organism isolated from galls on 

black raspberry canes in Ohio and other States, appears to differ consistently from the 
crown gall strain originally isolated from applc.aiul it is suggested that the two arc different, 
the raspberry cane organism being a variety of It. tumefadens , if not actually a separate 
species Hut numerous strains ol the crown gall organism t*\ist which varv in (heir 
ability to infect certain hosts ' 
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St The presence of the bacteria in the interior of crown gall tissue has never been 
satisfactorily demonstrated, and the organisms have been observed mostly on the 
outer surfaces of the galls. In fact, the diminishing population of the bacteria, as 
the inner parts of the galls arc reached, has given rise to much discussion and 
speculation as to the true nature of crown gall disease. When the galls finally 
disintegrate, the bacteria, during wet weather, are released and washed down the 
stem or crown into the soil and under conditions of a humid atmosphere continue 
to be formed within the living gall remnants, and with further growth of the gall 
the organisms on the exterior are again released from the gall surface ‘ 3 * 20 I he 
germs are reported to live in the soil for variable periods, from a few months to 
r a year, and to survive the winter in the field "• 21 • * 4 '. 

There is general agreement that the organism of crown gall enters the host only 
imough wounds, such as would be caused by p runing, grafting, removing cuttings , 
etc., or through punct ured t issues. Such wounds may be caused by insects or their 
larvae, or through breakage of epidermal hairs or prickles, or by a splitting of the 
bark (4 '. In the United States, a rthropods arc said to cause most o f the injur ies to 
the under ground parts of the r aspberry,throu gh wh ich infection occurs and 
the profusion of insects which followed a rotation of ' blue g rass "was Felieved to 
be responsible for higlTincidencc of crown gall on raspberry in Minnesota 7,2 V" 
After the entry of the bacteria into the wound, the tissues of the host are stimu¬ 
lated to localised growth around the wound (apparently a period of four days must 
elapse before the host cells are actively stimulated ,7a ’). but, as already stated, the 
bacteria are apparently confined to the outer surface of the hypertrophied tissues, 
and it is very difficult to follow them into the inner parts of the galls, and increasingly 
so into the adjacent tissues of the host. Some suggest that this diminishing 
appearance of the bacteria as the internal tissues are reached may be due to the 


action of a bacteriophage ‘ lo * ,5 '. 

The changes which take place in the host cells during the development of a 
gall, as already mentioned in Chapter VI, are very similar to those which occur 
in the normal formation of callus in wounded tissue ,15 \ A few days after the 
inoculation of a wounded surface, the bacteria may be seen to have entered the 
vessels and sieve-tubes that may lie in the path of injury, and to occupy the inter¬ 
cellular spaces of the thin-walled parenchyma such as that of the cortex, and cells 
in actual contact with the bacteria early develop necrotic changes similar to those 
which follow on wound reactions. There is, however, no production of cork on 


the surface of the galls and as the dead cells on the surface of the galls continue to 
be thrown off owing to the meristematic activity of gall cells below them, vast 
numbers of the bacteria are carried with the sloughed tissue into the soil.j 

Call formation in the genus Rubus has been studied to better advantage in 
It. procerus , the Himalaya blackberry, than in the red raspberry in which, however, 
the salient features arc much the same./Cell multiplication in the host, leading 
to gall formation on the stem or cane, starts here in the pcricyclc adjoining the 
vascular bundles (Fig. 148), and consequent upon this meristematic activity a 
swelling of the wounded region occurs. Within the hypertrophied tissues some 
of the cells continue to be meristematic, adding new parenchyma, both internally 
and externally, to the dividing cells; some of the new cells lose their contents 




* rmvn K all {Harterium lumrfnncns) of 1-nRlrsh ”P 01 ' l,K conversioi 

red runphcrry. Cm**-wet ion of a earn- showing the sail and lignifleation of groups ol 

T** ", h ' v r u, *?T""- aml «hc secondary parenchyma into 

disrupt mi: Inc bark ( * 4) (see also I-ik. 146 n) ; * 

trachcids (Fig. 149) <I6R) . 

While an infection at a single point on the plant is usually followed by the 
development of a single gall as above described, it is by no means clear how a 
single infection can account for a series of galls, separated from each other, and 
at a distance from the point of inoculation. The series of aerial galls common on 
the canes of the red raspberry presents us with this problem for the elucidation 
ol which reference must be made to a number of studies of crown gall on Paris 
daisy, Nicotiana ,:Q \ and sunflower ,z6 *; in these, stress is laid on differentiating 
between these aerial, so-called secondary galls and true secondary galls; the 
latter have, however, only been produced under artificial conditions, and have 
not, so far. been observed under natural conditions. The naturally-occurring, 
so-called secondary galls are better referred to as aerial galls. They occur only 
when the inoculation is made into very voun» tissues, such as in the growing 
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inoculation having caused six wounds along the track of the needle in the 
rudimentary leaves, whilst still enclosed within the bud, and which became 
separated by the subsequent growth of the shoot. Actually, therefore, these six 
galls, being traceable each to a separate wound, are, all of them, independent galls. 
Moreover, each of the six galls carried, and further developed, its own load of 
bacteria, and from which they were readily isolated Similarly, in the sunflower 
serial galls on the stem occurred only when the original inoculation was made into 
a stem actually growing , or close behind a bud about to elongate <*>. True 
secondary galls produced, as already stated only under experimental conditions, 
arise at a distance from one or more primary galls which alone are associated with 
.actual wounds. That is, true secondary galls arise from within the injured shoot. 
Moreover, such galls are smooth, not rough like the aerial galls described. Only 
when the smooth secondary galls, such as those observed on Nicotiana '»>, break 
out to the surface from pith or cortex, does the surface become rough and, as in 
the other galls, the bacteria are again largely confined to the rough surface. A 
true secondary gall begins with the subdivision of a number of cells adjoining a 
part of the protoxylem in which bacteria had collected, and which were released 
into the intercellular spaces of the pith when the walls of the protoxylem cells 
became torn during the elongation of the shoot, this breakage being a more or less 
normal occurrence during growth « ,4, .£/In order to accommodate meristematic 
activity, stimulated by the presence of the organisms in the pith, there results a 
slight general displacement of the original pith tissues but there is no intrusion 
of the new cells between the old, at least not for any appreciable distance. It would 
appear, therefore, that these internal galls arise as the result of the diffusion into 
the area where they arc formed, of some cell-stimulating substance sent out from 
the infected protoxylem. In the case of secondary galls on the stem of Nicotiana, 
such galls arose around definite centres of bacteria in the interior of the structures 
in which they appeared, without evidence of any invasive growth of tumour tissue 
from a distance having taken place ll9 \ In the unusually wide intercellular spaces 
of this plant, the bacteria were found in definite aggregations or zooglocac, or of 
zoogloeal strands, advancing through these spaces in the pith. Similar features 
have also been found in inoculated tissues of the tomato (Fig. 146 a), the bacteria 
being found in cell spaces below the epidermis and adjacent chlorophyllous 
tissue <IJ * '*• ,61 . The bacteria are readily isolated from the interior of the secondary 
galls, and their migration from the original point of infection for very considerable 
distances through the plant has, in some cases, been conclusively demonstrated. 
Further experiments with galls on sunflower ,7) have shown that pronounced 
swellings arose on stems that had already elongated, at points several inches above 
and below the point of inoculation ; in this case the bacteria were found to have 
travelled through the xylem vessels for a considerable distance, and while it is not 
claimed that the bacteria may actually move out of the xylem tracts, it is suggested 
that the bacteria-filled vessels give out cell-stimulating substances which diffuse 
into the adjacent living parenchyma, there to set up hypertrophy culminating in 
gall formation. 

Following upon the above theory that the appearances generally are not 
inconsistent with an influence diffusing from bacteria-containing tissues, as for 
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instance from protoxylem to pith, numerous studies « 8 - '«• i( >. 28) have opened up 

enquiry as to whether the galls arise as the result of the infiltration of a ‘ growth 
substance ’ from the bacteria into the host. Numerous experiments have shown 
that plant galls, similar to crown galls, may be produced following inoculation 
with various growth promoters, in the absence of bacteria. For instance, galls on 
broad bean, which were practically identical with the natural ones, were obtained 
merely by inoculating the hypocotyl with a 3 per cent, heterauxin paste ,,ql , and 
others succeeded in inducing the formation of galls on the same host by the 
application of indole acetic acid paste, from 1 to 15 secondary galls arising at some 
distances from the point of application '*•. The histological appearances, therefore, 
arc strongly suggestive that secondary galls are due to the secretion by the bacteria 
in the primary gall, of a cell-stimulating substance which is capable of travelling 
through the stem for considerable distances. It is stated again tio \ that the gall- 
stimulating substance (perhaps auxin a or auxin />) may quite as likely be a product 
of the host cells under the influence of the bacteria as of direct bacterial metabolism. 
A summing-up of the situation '-*• indicates that, while the presence of some 
kind of growth substance seems clearly to be associated with the development of 
crown gall, the host range of crown gall, and that of the positive reactions of any 
specified growth promoter, are not always parallel, and crown gall may occur 
readily on various plants on which the growth substance has no effect. As in many 
other pathological conditions in plants, gall formation is probably the result of the 
interaction of host and parasite in producing a cell-stimulating chemical which 
starts tlie cells on their abnormal career ol division. Furthermore, it is suggested 
that the reaction resulting in gall formation may be due, not so much to the pro¬ 
duction of a cell-stimulating chemical as to the removal of some substance which 
controls or inhibits cell division. Hut it is fairly clear that Bacterium tumcfacicns 
releases some influence which stimulates gall formation, and that galls may arise 
without the continued presence of the bacteria 

Chemical analyses of galled and healthy tissues have been carried out only 
on succulent hosts such as beets, anti these have shown that while the tumours 
had a higher content of crude protein, starch, pectins, cellulose, lignin, and 
total ash than healthy tissues, the latter hail a considerably higher content of 
sucrose than the tumours The average infected beet contained only about 

one-half the amount of sugar as the healthy beet, although it contained more of 
all the other substances. These experiments with galled beets indicate that the 
galls divert the sugar to build up their own structure, leaving the rest of the beet, 
therefore, deficient in protoplasmic and cell-wall materials, the host remaining 
stunted in consequence. 

There appears to be, in general, some degree of correlation between the 
development of crown gall and prevailing temperature, soil moisture, atmospheric 
humidity, air supply, and maturity of the host. Few specific hosts have, however, 
been experimented on in relation to the influences of these factors. In experi¬ 
ments on crown gall of tomato <«• 22 C. was found to be the most favourable 

temperature for gall development ; galls produced at i«S and 2b C\ were much 
smaller, though the host itself reached maximum height at 30 C\, at which gall 
development was somewhat checked. While the tomato host grew better when 
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soil moisture was at 80 per cent, moisture-holding capacity, the galls det eloped 
better at a lower value of 60 per cent. There appears to be common agreement 
that one attack of crown gall in no way influences future gall development, and 
although certain tests for precipitins and agglutinins in the host tissues near the 
galls and in the galls proper have given negative results, preoptt.n 
observed in the tissues of Paris daisy In comparison with healthy tissue, gall 
tissue is much richer in oxidising enzymes, and on the basis of total nitroge 
content, gall tissue was found to respire much more rapidly than the corresponding 

host tissue 

In investigated cases of crown gall, the disease has been found to develop more 
extensively on relatively alkaline soils and on well-drained sandy loam than on 
acid heavy soils «• »». The H-ion concentration of plant cell sap most favourable 
to the growth of B. tumcfaciem was found to be about pH 5-2, a value which was 
close to that of meristematic tissue where galls originated 

There is evidence, in the case of apple trees propagated by stocks, that certain 
varieties of the latter behave differently towards infection with crown gall. 1 hus 
' Paradise ’ apple stocks are very susceptible in this respect, while those of Free 
types are more resistant. The type of scion worked on the various stocks may also 
have some effect on the reaction of the stock to infection. 

For the control of crown gall on the raspberry, all infected canes should be 
removed and burned For its eradication from the field a rotation of at least 
three vears is recommended Soil treatment has proved to be of little value to 
check infection, though some measure of control resulted from the application of 
sulphur, applied at the rate of 50 to 100 grams per sq. metre ” . As the disease 
can be carried on nursery stock without visible signs of infection, information 
should be sought about the history of the stock. Failing this, the plants should 
undergo quarantine, and cases are known of plants showing no signs of the disease 
in cold storage becoming severely diseased after planting out, infection having 
presumably taken place from bacteria present in undetected galls being washed 
down into the soil, infection taking place through wounds, \oung sucker 
plants arc recommended to be steeped in a 0 5 to 1 per cent, emulsion of uspulun 
loam Since crown galls primarily become established only at wounded sur¬ 
faces, all precautions should be adopted during and after planting to avoid injuring 
the bark, especially at soil-level. 
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Cane Spot or Anthracnose of Raspberry, E/sinoc veneta (Burkh.) Jcnk. 

Anthracnose or cane spot is fairly common in Britain on red raspberry, and 
may also be found on the loganberry and sometimes on the blackberry. The 
malady is widely distributed throughout Europe, Canada, Australia, and occurs 
in all parts of the I'nited States where it is especially severe on the black raspberry 
(Ruhtts Occident a! is) and other species of Kubus, including the blackberry “• *• 5> < ’* 
7. *. 19. |n Britain the disease has been extensively studied at the East Mailing 
Research Station, where it has been found to attack many of the standard commer¬ 
cial raspberries 

In Britain, cane spot disease often occurs along with spur blight (Didymclh 
(if>f>l<w<t/(i), described below, and in certain parts of the I’nited States cane spot, 
together with crown gall (Bacterium tumcfacicns) constitutes a limiting factor in 
the black raspberry industry ,,s '. 

Anthracnose causes a dwarfing of the canes and often a die-back from the tip. 
and the general result is a diminution in the weight of the crop every year with 
each successive attack. As the name cane spot suggests, the canes are the parts 
of the plants to suffer most, but petioles, leaves, fruiting laterals, and berries arc 
also liable to attack (Fig. 377). The canes are more susceptible during early 
growth in their first year, when about 6 to 12 inches high, than when more or less 
matured. From infections which occur from April to early July, mainly in June, 
the stems of young canes are dotted over towards the base with tiny, round, purple 
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spots which, as the canes continue to 
grow, get bigger and elliptic in outline. 
The spots, as they increase in size, 
change colour at the centre to a silvery 
white and become sunken, but are still 
bordered by a narrow margin of purple. 
Owing to tangential growth of the 
affected cane these lesions tend to split 
open and thus become converted into 
small cankers. Such cankered canes 
attacked in the first season of growth 
naturally stand the winter badly and 
arc liable to suffer further damage from 
frost and thaw. 

If the canes are infected early the 
cankers usually go down fairly deep 
into the tissues of the stem, often as 
far as the cambium, but after July, when 
the canes have made good growth, new 
infections are not so serious and, unlike 
the earlier sunken lesions, later lesions 
about the end of August remain small 
and shallow. Until October or so, 
these superficial lesions are of a whitish- 
grey colour, but after that they turn 
black from the presence on them of 
the fructifications of the fungus which 
causes this disease. 

u Spots which appear on leaves and 
petioles are small and purple at first 
and, like those on the canes, develop 
later a white centre and purple margin. 
On the lamina the small round spots 
occur chiefly close to the veins and if 
drop off prematurely. Sometimes the w 


377.—Anihracnosc or cane spot of raspberry 
(Klsinoevfiieln). The spots on leaves, petioles, 
and stems (photos by Foister & Noble) 

irery numerous the leaves may curl and 
hite centres drop out leaving a shot-hole 


effect- , . . . . 

By the time the canes are in their second, fruiting year, there may be con¬ 
siderable cracking of the bark due to fusion of numerous cankers developed the 
previous season, and if the cankers are more numerous along one side of the stem 
than another a distinct twist is developed in the stem. By this time, too, the canes 
have changed from green to brown and the individual lesions are no longer purple 
and distinct. The later-formed, superficial spots have meanwhile become more 
prominent by virtue of the black fructifications of the fungus standing out on them 
in clear relief, these now being more evident than they were in the autumn of the 
first year. 

As soon as the buds arc due to unfold on the fruiting canes, it soon becomes 
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evident that some buds will fail to develop at all, or produce only one or two 
dwarfed leaves, while others grow out into dwarfed laterals which fail to fruit, and 
often the tips of many of the canes are dead <■•>. On fruiting laterals the spots are 
similar to those on the first-year canes, but usually arc not serious enough to stop 
the formation of fruit entirely. 

Injury to the fruit comes about chiefly during rainy periods. From splashing 
of spores from the lesions on the stem to the berries, only some of the drupels 
may become infected directly, while others mature normally, so that affected 
berries often show deformed growth, the normal drupels turning red, the affected 
ones remaining green, or entire berries may remain small and green. Spots on 
the flower stalks usually occur just before the blossom clusters begin to open ; 
these spots, though small, interfere with translocation and water-supply to the 
developing berries, causing them to remain small and dry, and in severe infections 
°f the stalks, fruits may not set at all '*». Affected parts of the berries frequently 
develop the fructifications of the fungus. 


There arc two stages in the life-history of the fungus causing this disease. By far the 
more common is the conidial stage known as (j/ocos/toriiwi venctum ; the perfect, ascigcrous 
stage Ktsinoe mu-fa (IMcctascales) (once named P/eclodiscrl/a mid a) is only occasionally 


The conidia are developed from June to November within acervuli 


on 


met with 

leal spots and cane lesions, and on the fruiting canes they may he found at all times of 
the year until the canes are dead. An accrvulus may he subcuticular or may arise within, 
or below the epidermis. The conidiophores are short, unhranchcd, and bear unicellular, 
oblong to elliptic conidia, slightly constricted, 5 to 7 by 2 5 to 3 f i »»'. The ascocarps are 
developed in large numbers on the small superficial spots on the fruiting canes from 
I'vbruarv onwards ; these fructifications are not usually to be found on the sunken lesions 
ot the first-year canes. '1 hey are not easily distinguished from acervuli but arc slightly 
larger and more circular in shape They arise on stromata under the bark, at the edges 
of the spots. 1 hey are not individually distinct, like typical clcistocarps, but are more or 
less immersed within the crumpcnt stromatic tissue ; they are deep-brown to black, and 
the periphery of the stroma breaks up irregularly when tile asci come to maturity about 
the end of March. Asci are globose, thick-walled, 24 to 30/z wide, scattered irregularly 
and often separated from each other by stromatic tissue ; ascosporcs 5 to 8, arranged 
parallel within the asciis, hyaline and 4-ccllcd, are 18 to 21 by 6-5 to 8 /<, slightly curved, 
with constrictions at the septa. When the outer layers of the stroma break down for 
release of the spores, the asci become exposed anil elongate to about three times their 
length before the spores are discharged into the air. The expelled spores are furnished 
with a gelatinous sheath and germinate readily in water by budding to form conidia 
identical with those found in the acervuli'". Growth in culture from both conidia and 


ascosporcs is slow, and from ascosporcs on potato-dcstrose agar, wrinkled heaped masses 
of minute sprout-conidia are produced, the colour of the culture varying from light- 
russet-vinaceous to maroon ; when the culture is about a month old there is a sparse 
development of white downy mycelium ; conidia are seldom produced in culture but a 
sudden change so as to increase humidity induces their formation on small conidiophores 
covering the colony ; they are similar to those found normally on the canes The 
conidia germinate readily in water at an optimum temperature between 22 and 26 C\ 
(not below 11 or above 30 (’.). Though some conidia merely become septated and 
others put forth germ-tubes with a small amount of branching, growth in general is by 
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budding from any of the cells, and there results a mere heaping up of the cells, the whole 
resembling a stroma, without fructification. 


Under natural conditions the fungus survives the winter in the spots on the 
canes and with the advent of spring revives during wet and warm periods to 
produce acervuli and ascocarps <»>. In the absence of the latter, mfect.ons probably 
occur through conidia, but whether from conidia or ascospores, infections of young 
shoots growing up around the old infected canes are preceded by the formation of 
a mass of sprout-conidia on the moist surface of the cane, thus repeating the 
behaviour of conidia and ascospores in culture. In this way good adhesion of the 
inoculum to the host is effected, and from the sprouting cells germ-tubes are 
produced which by branching and interweaving form a number of cushions from 
which infecting hyphae proceed to penetrate the cuticle. Penetration of the tender 
tips of the shoots is effected readily and continues throughout the season if wet 
weather prevails. As already indicated it is the earlier infections that are account¬ 
able for the deeper and more destructive lesions on the canes ; lesions occurring 
later when the canes are well grown are shallow and less harmful to the tissues 
below them. Infections in England usually start about May ; after July or August 
the attacks are merely superficial, but the amount of damage, gauged by the depth 
of the lesions, depends on the age of the canes at infection and the state of the 
weather at that time. In early infections penetrations are soon followed by collapse 
of small areas of epidermis and cortex, followed by hyperplasia of the subjacent 
phloem. Later, when parts of the cambium below the lesions are killed, the forma¬ 
tion of a small canker is inevitable. When the rest of the cambium proceeds in 
normal fashion to increase the girth of the stem the lesion becomes more and more 
sunken as the host tissues are raised around it, and with further growth of the 
stem in a tangential direction the host tissues are torn apart and a canker is formed 
which may sometimes extend by cracks in the stem, as deep down as the pith. 
There is thus considerable destruction of the cane tissues due to canker formation 
entailing much interference with intake of water and translocation of food. If 
the next season following heavy cane-infection is dry, the crop matures badly 
because the vascular tissues of the host have meanwhile been more or less exposed 
to the drying action of wind, and to injury from frost penetrating the fissures and 
cankers, so that the berries fail owing to lack of water. Heavy losses are usually 
incurred under these circumstances, and although a wet season favours infection, 
the berries, even on diseased canes, mature much better when there is plenty of 
moisture, than in a season of drought following upon one of heavy infection of the 
canes '«». In Britain, as stated, heavy attacks usually occur in late April and 
May and decrease if delayed until July, the most favourable conditions being the 
prevalence of warm weather with intermittent rain and sunshine ,m . 

Much can be done to check cane spot of raspberry by better cultivation 
To avoid excessive humidity no weeds, grass, etc. should be allowed to grow 
around the bushes, and when thinning the stools old canes showing spots and 
cankers should be destroyed. 

Spraying the bushes may be carried out in two stages : (1) when the cane buds 
arc not more than \ inch long, with Bordeaux mixture 12 : 12 : 100, or lime- 
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sulphur i in 15 ; and (2) at pre-blossom stage, when the flower buds are just 
showing white tips, with 6 :6 : 100 Bordeaux mixture, or 1 in 40 lime sulphur. 
In Minnesota spraying the young shoots when 6 to 8 inches high with 5 :5 :50 
Bordeaux mixture plus 1 1 lb. of lead arsenate has given good results (l9) . 
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Cane Blight of Raspberry, l.cptosphacria coniothyrium (Fuckel) Sacc. 

Cane blight of raspberries is well known in Britain «> and America 2) . 
One or more canes of a stool may be attacked and the fruiting canes may be 
destroyed before cropping, from the development of canker at the base. Early 
symptoms ot the disease during the summer appear towards the base in the form 
of a few irregular greyish patches which later develop lighter-coloured spots 
bearing the black pvcnidinl fructifications of the causal fungus. As the fungus 
develops under the bark, the latter becomes more and more ruptured so that 
the tissues of the stem are often exposed as deep down as the pith, with the result 
that a considerable amount of wilting with withering of the leaves occurs. Such 
exposure of the tissues inevitably brings about desiccation and infected canes 
are brittle and easily broken. 

I he fungus has a pyenidial stage ( Coniothyrium fuckdii) and a perithecia! stage 
( l.cptosphacria coniothyrium). The same fungus also causes stem canker of roses (p. 862). 

I he pvenidia are 180 to 200// in diameter, and the pvenospores, 2-4 to 5*0 hv 2 0 to 
3-5/4, are exuded through the ostioles in gelatinous masses. The perithecia appear on 
the cankers usually towards the autumn, and discharge of ascospores takes place in the 
spring ; the asci contain 8 ascospores which are 4-celled. brownish, 10 to 15 by 3 to 4/1. 

Other fungi besides /,. coniothyrium, as wound parasites, appear to be contributory 
to cane blight; the midge Thomasiniana thco/ut/di also seems to be implicated <**• ". 

Infection takes place through wounds on the bark made possibly by insects 
or through abrasions caused by friction between the shoots, but mainly through 
pruning wounds. The activity of the fungus at the base of the canes produces 
cankers which, by injuring the bark and wood, interfere with the supply of water 
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to the top so that the shoots wilt and die. With the appearance of the fructifications 
on the canes, the spores formed are disseminated by spattering ram or by contact 
of one shoot against another, and thus new canes may become infected, but only 
through injuries. The fungus may live in a mycelial condition in the new canes 
as well as on old fruiting ones, and may survive in the cankers on old canes for at 
least four years after the canes are dead. From these sources, by the development 
of pycnospores and ascospores, abundant infection is secured in spring and 

The disease does little harm if there is plenty of ramfall during the ripening 
period ; the greatest losses arc incurred if a wet spring is followed by drought, 
for under such conditions the cankers dry and there is insufficient intake of water 
to the fruit. Infection is reduced by controlling midge infestation ,,a '. 

As L. comothyrium attacks apple, roses, strawberry, and blackberry, raspberry 
canes should not be planted close to these hosts ; the wild red raspberry is also 
susceptible All diseased canes should be removed and burned. 


1. Anderson, II. W. : 1920. Win. Auric. Exp.Stn.Circ. 241. 

2. Bennett. C. W. : 193°. Ohio Agric. hxf>. Sin. Hull. 454 - 

3. Harris, R. V. : 193'- RP 1 - Eml Res s,n > I 9 a®“ 3 °. 1 35 - 

3a. — Ibid. 1945 . 32 - 

4. Wormald, II. : 1946. Diseases of Fruits and Hops Lockwood. London. 

5. Wilson, G. F., and Green. D. E. : 1944 - 7 - Roy. //o "• Soe ‘ ,X|X * 79> 


Spur Blight of Raspberry, Didymflla applanata (Niessl) Sacc. 

This disease of raspberry is fairly common in Britain and was first described 
in 187s by an Austrian botanist, on material collected at Shrewsbury ,,7 \ The 
blight is prevalent in Canada and the United States where it was first reported in 
1891 ; it occurs also in Germany, Holland, Denmark, Norway, Switzerland, and 

Tasmania *• 6 - •• •• ,0 - "• ,s - ,6 ‘ ,8 ‘- 

Spur blight is caused by an Ascomycete Didymelln applanata 17 ; pycmdia 
and perithecia are formed. Both the young vegetative canes and the fruiting canes 
are attacked, and while the disease contributes to a general weakness of the entire 
plant, the final effect is the destruction of some or all of the fruiting branches or 
spurs that grow towards the basal parts of the canes, so that only a few of the spurs 
at the top usually produce fruit ,l4 ’. 

Towards the end of June the lower half of young infected canes may be seen 
covered with brown or violet-brown, sometimes reddish, discoloured areas, chiefly 
at the nodes, and more or less encircling the canes at these points (Fig. 378). 1 he 
bases of the adjacent leaf stalks may also be involved and similarly discoloured, 
and ultimately the leaves themselves develop a brown shrivelled appearance with 
a number of brown or black spots in the vicinity of the larger veins. As the result 
of infection and impaired vitality of the leaves, the young buds in their axils become 
shrunken and shrivelled, and if they are not killed outright many of them fail to 
survive the winter so that the provision of fruiting spurs for the following season 
is seriously curtailed ; infected buds which persist until the spring are so weakened 
that the spurs produced by them often fail to blossom. 

During the summer the discoloured areas extend so as to cover practically all 
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With the approach of winter, the 
plants meanwhile having suffered 
considerable defoliation through 
disease, the infected canes turn a 
grey colour and are then not so 
easily distinguished from healthy 
canes which turn a similar colour 
towards the close of the year. 
Diseased canes, however, develop 
a slight silvery effect over the in¬ 
fected areas, and may also show a 
splitting of the hark, which is often 
so deep as to expose the inner 
tissues to frost and decay, and 
numerous canes may thus be lost 
during the winter. 

The symptoms on the fruiting 
spurs of the current year repeat 
much the same features as those on 
the canes. These short branches, 
as well as the flower stalks, may, 
however, be more or less girdled 
with disease and become lost. In¬ 
fection does not usually progress 
from the spur into the flowers and 
berries. But owing to a general 
weakness of the plant and lack of 
nutrition the fruit is small and 
shrivelled and the shrunken berries 
remain a dark, purple colour. 


—DiJymelhi applunato. A, cross-section 
normal Herbert cane showing normal amount of 
cortical tissue. H. section of infected cane showing 
destruction of the cortical tissue ( • 400). C, longi¬ 
tudinal section of cane showing mycelium and a 
pyemdium beneath the epidermis. I), a naturally 
infected hud showing the black perithecia of the 
fungus on the bud-scales ; the bud was apparently 
killed (after Koch. Phytopall ,.) 


The pycnidia (Fig. 379 c) on the 
host are slightly sunken below the 
surface, bluntly pear-shaped, ostiolaie 
but not prominently beaked, erumpent at maturity, and measure from 147 to 208/t by 
105 to 231 /1 (mean,*208 by 187/1); conidiophores arc simple, producing hyaline to light 
green pycnosporcs which are mostly bi-guttulatc, elliptical to oval in shape, and 
measuring from 5 0 to n-2/i by 1*75 to 3-8/4 (average, 71 by 2-9/1). 

The perithecia are developed towards the autumn, on the silvered parts and on the 
moribund tissues within the fissures of the split canes, and also on the surface of bud 
scales (Figs. 378, 379 d). These fructifications appear as small black dots, hardly to 
be distinguished from pycnidia with which, at times, they may be found intermixed, 
but most of the pycnidia, by now, are defunct, though some may survive the winter, like 
the perithecia, to become active again in the spring '1 he latter are not fully developed 
until about the end of May or early June, at which time the cycle of infection starts again 
when the perithecia are discharging their ascospores. The spores are ejected in great 
number and infect the young canes ; infection of new canes from old may also take place 
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() $ f\ (r> % V) Infection of sound young 

)/ ^ -0 H-x / ■ • canes occur under conditions of 

II i \ f \ \ ^ high humidity. The fact that 

^ j / v-. r ,... } *n b J both stem and buds without 

\ * \ OX/ previous injury may become in- 

> \ g *r J ... ^ O fected following the application 

of ascospores "*• 141 strongly 
Fin. jXo. /iiilymcllii npp/muitii. .I. ihe pehthccium. /#. suggests that a wound is not 
llvrminutinK ascospores *h.m.n« ... two a | waV * necessary for invasion. It 

ircrm-nilus. f. t ascus ami p.iraphvses < no) (after . . 

Koch, P/iytnfhit/i.) is maintained, however, that the 

fungus can only enter the canes 
through insect punctures "-'or other slight injuries. 

\\ hen the fungus, in either of its sporing forms or in the form of mycelium, is 
applied to the surface of a young cane, a brownish-coloured lesion appears in about 
two weeks after inoculation (Fig. 379 »). Beneath the lesion practically all the cells 
of the cortex become filled with fungus ; the contents of the invaded cells as well 
as their walls turn brown and appear to be early killed by the mycelium. The 
fungus is confined almost entirely to the cortical parenchyma, and only when the 
stems are severely injured or split deep enough does infection penetrate into 
the vascular tissues of the stem. From the point of entry at the surface, the fungus 
travels up and down the cortex by direct penetration of one cell after another, 
depriving this tissue of its entire contents of starch. After killing a certain amount 
of cortical cells, the fungus proceeds first to the formation of pycnidia and later to 
perithccia, both being developed under the epidermis in these necrotic regions on 
the stem. 

In the spring diseased buds frequently show pcrithecia and sometimes pycnidia 
on the surface of the outer, protective scales (Fig. 379 n). and in some cases, if the 


by contact, possibly by the wet 
canes picking up the spores ( *K 
The perithccia are gregarious, 
sometimes in extended patches, 
obscurely papillate, sub-globose, or 
depressed ; sub-epidermal; black, 
measuring from 165 to 220 /z in 
diameter; the 8-spored asci are 
cylindrical and range from 60 to 
7 ° P by 10 to 12/x ; the ascospores 
are biseriate, rarely uniseriate, ob- 
ovatc to oblong, uniseptate, con¬ 
stricted at the middle, the upper 
cell being larger than the lower, 
hyaline, and measure from 14 0 to 
20-2/< by 5 5 to 91 /i (average, 16*5 
by 5*6/4) ; filiform paraphyses are 
extended above the asci f, «» (Fig. 
3 **o). 
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latter are removed, these bodies may also be found on the inner set of bud scales. 
These infected buds are always dwarfed and they appear to have become infected, 
externally, from the top, where the tips of the outer scales emerge slightly. Buds 
infected in the summer will show next spring the presence of the mycelium in the 
outer scales in which the tissues have become browned and disintegrated; it 
appears probable that the infection of the buds under natural conditions takes 
place mainly from lodgement of spores at the tips of the buds, and not so much 
from basal infection from the node. The fungus never penetrates the axis of the 
bud, and onlv in exceptional cases when the buds are killed outright is the fungus 
present in their innermost leaves. As on the canes, the fungus is confined to the 
outer tissues of the buds ; nevertheless it appears to make considerable develop¬ 
ment while they are dormant, for they contain much more mycelium in the spring 
than in the autumn. While the fungus does not often kill the canes outright, 
during the winter a high percentage of potential fruiting spurs is lost by the 
destruction of buds in the dormant season. 

First signs of infection in the leaves are usually seen at the tip of a leaflet or at 
some point close to the midrib, as a small brown-coloured angular area, gradua ly 
growing longer, chiefly in a direction along the vein. Brown lesions may also 
occur independently at more than one place on the petiole and sometimes may 
girdle it entirely. Further infection of the bud in the leaf axil may take place 
from the diseased base of a leaf stalk. Within the diseased areas of lamina and 
petiole the fungus is again observed in the mcsophyll, or in the cortical tissues 
respectively, but the vascular tissues are not usually occupied by mycelium. 

Spur blight is greatly encouraged bv humid conditions, and especially during 
wet periods in the spring. It is liable to appear on raspberry canes planted too 
close together and it is advisable not to have more than three or four young canes 
to each stock. To check the attacks, the old fruiting canes should be removed as 
soon as possible after picking is over, and destroyed by burning. As a protective 
measure the canes should be sprayed with Bordeaux mixture 3 : 5 : 40 with the 
addition of a soapy adhesive. The first application should be made in May when 
the canes are about 5 to 9 inches high, a second spraying being given after two 
weeks. In New York State. 2 per cent. * fermatc ’ is also recommended, under 
similar conditions <">». Care should be taken to remove all weeds around the 
canes, since they conserve moisture and thus help infection. When starting 
new plantations only stock certified free from disease should be planted ,4> . 
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Verticillium Wilt of Raspberry, I'erticil/iiwi dahliae Kleb. 

Hlue stripe or \ erticillium wilt disease of raspberry is caused by a fungus 
which attacks also a large number of herbaceous and woody plants, some closely 
related, others widely separated in classification, e.g. apricot, plum, almond, 
cherry, quince, loganberry, strawberry, black currant, gooseberry, tomato, lupin, 
mint, chrysanthemum, elm, maple, and others "• -*• •»<*'. 

The disease was first recorded in England in 1923, and it has since been found 
on all varieties of the cultivated raspberry in this country. It varies in its intensity 
from year to year, and even in seasons favourable to the disease, is rarely economic¬ 
ally serious Its occurrence in the I'nitcd States was first recorded in 1904 

at Washington, and it is reported to be very damaging to raspberry canes in the 
eastern parts of the l nited States, and also in Canada. In America, wilt disease is 
fairly constantly reported to attack black raspberries to a much greater extent than 
the red or purple varieties *■ 

Early signs of the disease usually appear on the new canes towards the end of 
June, on leaves situated towards the base of the plants (Fig. 381). Diseased leaves 
curl up at the margins, exposing the silvery under side, and the upper surface 
develops a characteristic, alternately yellow and green, or brown and green, striped 
effect, which extends diagonally from midrib to margin, the two colours being 
more or less separated by the prominent lateral veins. Hut the striped pattern is 
very often confined to one half of a leaflet, that is from midrib to margin, the other 
half being apparently normal ; in other cases the entire half of the compound 
leaf (a whole leaf consists of a terminal leaflet and two pairs of lateral leaflets), in¬ 
volving, therefore, half of the terminal leaflet and two entire laterals on the same 
side, may be affected with the coloured stripes, the corresponding laterals anti half¬ 
terminal leaflet being green and healthy. Other leaves on the plant, from the base 
upwards, will show the same striped effect, and in the same order may gradually 
wither and die. As a result, there is considerable premature loss of foliage and the 
plant is often left with only a bunch of leaves at the top of the cane, and these may 
persist for a long time after all the others have perished. 

A characteristic feature of blue stripe wilt is the presence of the discoloration, 
as above stated, in a definite half of the plant organ attacked, that is, it is confined 
to just half of a leaflet, or a half of a whole leaf, and the same feature may be seen 
on the cane itself, or even throughout an entire plant. Thus all the leaves along 
one entire side of the plant may he striped, while the other side will show all the 
leaves normal. Often the most striking effect is on the cane itself, occurring at 
the same time or even earlier than the symptoms on the leaves. Starting from 
ground-level usually, or sometimes several inches above ground, an intensely blue 
or purple stripe may be seen to extend to varying height, along one side of the 
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cane, forming a thin line which touches 
every node along that side where affected 
leaves are present, and running up also 
along varying lengths of the petioles. 

The bluish colour is not due to any pig¬ 
ment formed by the host or the fungus, 
but to the reflection of light from the 
waxy surface of the cane, along an area 
where the natural bloom is interrupted 
owing to the presence of the fungus in 
the woody tissues beneath. The blue 
discoloration may, however, sometimes 
extend, in parts, all around the stem, 
and when a good length of cane thus 
becomes encircled the leaves wither and 
the entire cane dies. 

With the approach of winter and 
much loss of leaves through disease, 
the buds on affected parts of the canes 
become small and shrivelled, and en¬ 
tire canes in a stool may perish during 
the winter. Infected canes which suc¬ 
ceed in producing leaves and fruiting 
spurs in the spring are much below 
the average size of healthy canes. Such 
affected canes produce small, dry, taste¬ 
less berries ; in other cases the new 
foliage may turn yellow, and the fruit¬ 
ing branches may perish before the 
fruit is mature "*• 

Blue stripe disease of raspberry is 
caused by Verticillium dahliae (llypho- 
mycctcs) " T \ and although considerable 
discussion has centred around the relations 
of this organism with the species I \ a/bo- 
atrain it appears to be accepted that 

the presence of sclcrotial bodies (micro- 
sclerotia) in V. dahliae and their absence 
from V. a/ho-atrum justifies their recog¬ 
nition as distinct species (see lertici/liuin- 
wilt of tomato) "• (see p. 670). 

It is remarkable that the fungus 

produces neither mycelium nor reproductive bodies on the surface of the host, and is 
practically confined to a vegetative mycelial existence in the vascular system and pith of 
the plant. The only means of natural propagation, apart from mycelium, are the minute 
black microsclerotia, which may be seen during the winter, in large numbers, sunken 
into the bark of the affected canes. These small resting bodies arc thick-walled and 


Pic:. 381.—Blue stripe wilt of raspberry (lerli- 
1 ill non dahliae). On a new cane of variety 
l.lovd (»eor*»c; note the intcrveinal dis¬ 
coloration of the leaves, and their collapse, 
from the base, upwards (photo by Harris, 
J. Pumtdoxy) 
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knot-like in structure, and are formed by the repeated budding of a single hypha until 
a mass ot cells is developed ; they are much more coherent and compact than the loosely 
woven groups of dark hyphae seen in V. a/bo-atrum. 

The fungus collected from diseased wood, or pith, or from microsclerotia, is easily 
cultivated on artificial media, and a hyaline, septated mycelium soon becomes covered 
over with erect conidiophores. The latter are tall, very symmetrically branched, and 
unlike those of I . albo-atrum do not turn brown at the base ; each consists of a vertical 
hypha hearing at intervals several whorls of branching hyphae which terminate, either in 
a single comdium or in a variable number of short, closely set stcrigmata each bearing 
a comdium. The sterigmata are so close together that their conidial masses look like 
sporangia or spore clusters at the ends of the branches. These spore aggregates, in 
preference to single conidia, tend to be developed when the air is dry, but when moist 
conditions return, the spore masses appear like spherical drops of water, due to the 
absorption of moisture by the mucilage with which the spores are coated. The verticillate 
branches of a conidiophore may he as many as 7, commonly 3 or 5 in a whorl, and each 
ol these again may bear secondary w horls or virtcls ; the conidia measure from 4 to 11 by 
i-7 to 4 2/4 Conidia have not been seen to develop on the canes in the field, and as 
far as is known have not been detected to play any part in spreading the disease. Cultures 
obtained from microsclerotia are identical with those obtained from diseased wood or 
pith, and after the development of conidia. the culture passes over to the formation of 
chlamydospores, and finally to microsclerotia again ,n - *». 

1 he fungus is capable of over-wintering in the soil on organic matter, and if 
decayed canes are allowed to remain in the ground, microsclerotia are developed 
in the bark and liberated into the soil, where under favourable conditions they 
germinate to produce mycelium and so bring about fresh infections. The fungus 
is believed to thrive in the soil as a saprophyte on the remains of stems and roots ; 
it is also known to persist from one season to the next in soil from which wilted 
raspberry plants had been entirely removed, and it is recorded, too, that the 
mycelium can travel for short distances in the soil 

The host plant contracts the disease through the roots, and the fungus in the 
form ot resting mycelium, or from mycelium produced by microsclerotia in the 
soil, is believed to gain entrance by penetrating the finer rootlets, or root hairs <5 ' 
or at the points where lateral roots break through ,,v '. Opinions differ, however, 
as to the capability of the fungus to attack sound healthy roots except through 
wounds (2S> . I he fungus soon invades the cortical tissues and penetrates into the 
innermost tissues to occupy the xylem of the roots, crown, and stem. It is not 
known exactly to what extent the fungus permeates the tissues of the canes, spurs, 
and leaves, but as already stated, all the symptoms of the wilt are traceable to a 
clogging of the water-conducting tissues of the xylem, resulting in a wilting of 
the foliage and in the development of the characteristic striped effects in stems and 
leaves. In general, the presence of the fungus in the water-conducting elements 
of the stele, causes a brown discoloration in the xylem, but this feature is not always 
evident, and it may actually appear before the occupation of the xylem by the 
fungus. The protoxylem elements are easily entered through their thin cellulose 
walls, and vessels and trachcids through the pits in their walls, and in this way 
infection may travel up the stem, and apparently the fungus is sometimes to be 
found in the vascular strands of leaf petioles, and in the network of veins in the 
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leaves. The fact that the fungus seems to confine itself to the woody conducting 
system growing principally in a longitudinal d.rect.on, no doubt explains the 
characteristic phenomenon'of the one-sided development of the symptoms on 
stems and leaves <«■>. As the fungus ascends in the stem, its growing tips are 
colourless, but the hyphae gradually darken behind as they get older, and the 
browning effect seen in the wood occupied by mycehum is partly due to1 the colot. 
of the older mycelium, and partly to a staining effect produced on the hgnified 
walls by the fungal secretions The histological effects of this fungus on the 
raspberry have not been investigated to the same extent as for other woody hosts 
attacked by it *«■», and in other hosts the brown discoloration in1 the wood 
attributed largely to its occupation by wound gum impregnated w-ith, tannin. 

Wilting of the foliage, characteristic of this disease and of n « n y 0,h " w ' 1 ' 
diseases may either be due directly to a stoppage of the vascular channels by 
fungus mycelium, or merely to the infiltration into the conducting stre mo 
toxic secretion from the fungus in advance, acting detrimentally by reducing the 
efficiency of the cells controlling transpiration. The degree of wilting does not 
appear to depend on the amount of mycelium in the vessels, or in compara sdy 
long stretches of affected stem there may often be but a ew strands of myce mm, 
with little or no sign of the complete occlusion of vessels by plug? °3 
In relation to the appearance of the gummy substance above mentioned h, 
phenomenon is frequently accompanied by tyloses in some of ,hcve8 “ ls '^^ 
the formation of gum and tyloses in the wood must also be taken into consideration 

as factors retarding the flow of water into the leaves• . 

Warm weather, rather than cool periods, appears to be favourable o the 
incidence of wilt disease. Unfortunately a great deal o information re a ive to 
the influence of temperature in connection with \ ert.c.lhum wilts is x mated by 
confusion over the taxonomy of the species concerned, or to working with different 
strains of the organisms. V. dahlia <• is recorded to tolerate higher temperature 
(up to to" C. or more) than r. albo-alrum I.ittlc appears to be known about 
the effects of varying degrees of moisture in the soil upon infection in the « s Pb«"y . 
in general, on the various hosts, it is stated that extremes of both high and low soil 

moistures tend to aggravate the disease , , . . 

Owing to the survival of the fungus in the so.l, it is recommended that a method 

of rotation should be adopted which allows for at least four or five years to elapse 
before raspberries are restored to the same ground «»; but the choice of rotation 
is not easy as the organism attacks such a wide range of cultivated plants, herbs, 
shrubs, and trees. Badly affected stools should be lifted and burned and even 
young canes, or sucker plants, should not be taken from infected areas for planting 
in clean soil since the fungus can be carried in soil clinging to the roots. Sometimes 
the fungus may be present in the stem with no signs of the disease at all, and new 
plants should always be obtained from certified healthy stock •>'. 

There is apparently no type of raspberry immune from blue stripe disease, 
though in America the opinion is fairly general that red raspberries are more resist¬ 
ant than black varieties '»>. In that country the widely grown Revere is highly 
susceptible under all conditions, Alton Improved, slightly less so, while Columbian 
Purple, Victory, and Cuthbert are resistant to a fair degree ; the variety Syracuse 
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ISn';' iSTi bU ' n0t T mUne - In Bri,ain ,here are red varieties wholly 
rcs.stant, although on some kinds the disease appears to have very little effect <'3* 

Ihe varieties more seriously affected in this country include Bath’s Perfection, 

Red Antwerp B, and Prior s Prolific «*>» but Black Antwerp A is more resistant cu. «•/ 
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Raspberry Mosaic 

Ol recent years the raspberry-growing industry has suffered considerably 
owing to the degeneration of well-known varieties, due to virus infection. Though 
virus diseases ol raspberries in America, and the gcnctical constitution of the 
varieties susceptible to them there. Rtthus s/ngosus and R. Occident alis (red and black 
raspberry and * purple ' hybrids), are not identical with those attacking varieties 
of European red raspberry , R. idaeus, in Britain, these diseases are a limiting factor 
m the cultivation of this fruit both in Canada and the United States '*• 4 h - «• ,6 * 

is. i«i. -n. -i» t and in certain areas in Britain they continue to be the most trouble¬ 
some and widespread of the maladies which affect this crop '«• 

It is not possible to present a general picture of raspberry mosaic, but there 
are two more or less well-differentiated types which, in Britain’, have been referred 
to as Mosaic 1 and Mosaic J. But the symptoms presented by either of these 
types show considerable variation, according to individual varieties, and to other 
factors discussed below (big. 3S2). Recent observations in England and Scotland 
indicate that the virus situation in raspberries is of greater complexity than 
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previously experienced. No fewer than 
five distinct symptom types have been 
identified, some of which appear to 
originate from multiple viruses ,,4a> . 

Mosaic i (Mosaic i Harris 1940) 

This is a better-defined type than 
Mosaic 2 , and may be considered as a 
single disease of a uniformly mild type 
of infection. It is somewhat restricted 
in its varietal distribution, is slow in 
its deteriorating action, and its symp¬ 
toms are suspended or temporarily 
masked by hot, dry weather conditions. 

It causes a mottling of the leaves on 
all the canes of an infected stool. The 
chlorotic spots are somewhat ill-de¬ 
fined, tend to aggregate towards the 
leaf margins and between the main 
veins, so that they often give the leaf a 
slightly striped appearance. The spots 
are slightly sunken and accompanied 
by a down-curling of the lamina along 
the midrib, the leaflets thus becoming 
boat-shaped, the lower surface being concave; sometimes there is a downward 
fold in the midrib or keel itself The pale spots vary in colour from pale 
green to greenish yellow, and in size from mere flecks to areas about 2 mm. in 
diameter, which are not sharply differentiated from the normal green of the leaf. 
A transverse section of an affected leaf passing through the chlorotic area shows 
the lamina to be thinner than in the normal parts, due to a shortening of the 
palisade cells. Mosaic I has been observed on the varieties Lloyd George, 
Baumforth’s Seedling B, St. Walfried, and Norfolk Giant. 


Fig. 3K2.—Raspberry mosaic mixture of 1 and 
on’ Lloyd (icorjrc *; healthy leaflet,top corner 
(photo by Foister & Noble) 


Mosaic 2 (Mild Mosaic 2 Harris 1940 : Severe Mosaic 2 Harris 1940) 

'Phis form of the disease is a ‘ complex 1 and appears to include two or more 
diseases differing in intensity from the foregoing mild mosaic. ^ et this complex 
type expresses itself in what may again be separated into 4 mild and severe 
phases. A plant affected with the mild phase of Mosaic 2 does not apparently 
deteriorate and the symptoms may be so slight as to be hardly detectable. On 
the varieties Mitchell’s Seedling, Bath’s Perfection, and others, spots of irregular 
size and shape are evenly distributed over the entire leaf surface ; the individual 
spots are not appreciably sunken and the leaf is not curled or distorted, and except 
for the mottling, is almost normal. Mosaic 2 in its severe phase may perhaps arise 
as a result of further infection with other viruses, of plants already affected with 
the mild phase. With the added infection, deterioration is very rapid and the 
plants soon cease to crop and die out. The leaf spots are bright yellow to greenish 
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yellow, and are more strongly defined than those of Mosaic i ; they are either 
deeply sunken or raised above the general surface of the leaf, and again the 
lamina is thinner in the affected areas. The spots, moreover, appear translucent, 
are generally distributed over the leaf, and the individual spots may be seen often 
to cut across a vein or midrib. The leaves exhibit a curling of the lamina and 
finally become twisted and crumpled. Symptoms of Mosaic 2 are not masked 
by h «gh temperatures as are those of Mosaic 1. These reactions may be exempli¬ 
fied on the varieties Baumforth’s Seedling B and Norfolk Giant. But raspberry 
varieties differ greatly in their reaction towards Mosaic 2. Thus, the variety 
Lloyd George behaves as a symptomless carrier of Mosaic 2 but, when infected 
with Mosaics 1 and 2, symptoms appear and the vigour of the stools appears to 
be reduced. 1 he variety Preussen was found to react to infection with Mosaic 2 
in the same way as Lloyd George, though it sometimes showed leaf symptoms ,l3 \ 

In the American mosaic diseases, spread is said to take place through insect 
agency, Amphorophora rnhi being the most important vector in Washington ( ' 5 '. 
In Britain, up to 1948, all attempts to transmit the disease by mechanical means 
have proved negative T ’, tor the probable reason that any viruses present in 
expressed sap are immediately precipitated by released tannins ,l »*. They are, how¬ 
ever, graft-transmissible, and the vector A. rubi, as well as Aphis itiaci «•>, have 
recently been found to act as vectors of raspberry viruses in Scotland. Another 
virus disease, ‘ leaf curl \ affecting Baumforth’s Seedling B and Norfolk Giant 
(and ‘carried ' by the variety Lloyd George) is, so far, confined to Scotland. It 
shows a yellow blotching of the foliage of new canes, the leaves later becoming 
tightly curled and brittle; fruiting laterals next season die early and black lesions 
may show on stems and petioles 

It has already been noted that high summer temperatures affect the symptoms 
of some types of English raspberry mosaic. That susceptibility to mosaic may 
also be influenced by locality rather than infcctibilitv was shown by observations 
of mosaic-diseased plants of the raspberry in the Hudson Valiev. In this area, in 
the immediate neighbourhood of Amherst, the cultivation of the variety Cuthbert 
has largely been abandoned owing to the rapid spread of mosaic; but some 15 
miles in a north-easterly direction from this area, up in a range of hills where the 
native woodland has been cleared and planted up with fruit, this variety is almost 
exclusively grown. Whilst the plants do not actually escape the disease they 
show no marked general deterioration in vigour, and so far continue to crop well. 
Such instances of induced low susceptibility is closely paralleled in Britain, with 
the relative resistance of the variety Mitchell’s Seedling in Scotland, and the very 
high susceptibility of this same variety in East Mailing, Kent. This suggests that 
the degree of susceptibility of a variety is not absolute but is largely influenced 
by the conditions under which it is grown " ,l . 

As the means of transmission of raspberry mosaic in Britain have not been 
fully elucidated, methods for its control must rest largely on the maintenance of 
healthy stocks. To this end nurseries should be established in comparative isola¬ 
tion from all other raspberry crops, at least 50 to 100 yards from infected sites "• 10 
Since there are varieties of raspberries endowed with a low symptom-expression, 
it is clear that control by roguing cannot always prove effective, and some method is 
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desirable whereby rapid testing of named seedling varieties can be carried out by 
the use of indicator plants. This procedure is now m vogue at the Research 
Station, East Mailing »»'. Where roguing can be resorted to, the plantation should 
be examined at least twice a year, and any infected stools, together with those on 
either side, should be dug up and burnt. All nursery canes should be cut down at 
planting to within 6 inches of the ground, and at the end of the first growing 
season the canes should be cut close down again ; if there has been vigorous growth, 
the canes should be dug out, leaving only sufficient root-stock for the following 
year. This practice should be observed every year, leaving no fruiting canes in 

Breeding experiments in Holland <■’» and America <*» give promise of the pro¬ 
duction of varieties of raspberry resistant to mosaic in those areas. 

1. Anon. : 1947. Dept. Agric. Scotland Eft. 77 - 

, a. Bawdcn, V. C.. and Klcczkoxv.ki. A.: .945- 7 ■ 

2. Bennett, C. W.: 1927. Agric. Exp. Sin. Mich. St. Coll. lech. Bull. 80. 
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American Gooseberry Mildew, Sphaerotheca mors-uvae (Schw.) Berk. 

American mildew is considered to be the most destructive of all diseases of 
the gooseberry ; white, red, and black currants arc also susceptible, in lesser 
degree, to the same disease. It is caused by Sphaerotheca mors-uvae, a member 
of the Erysiphaceae , the powdery mildews. 

As the name implies, the mildew is of American origin, and is believed to have 
been carried to Kuropc first to south-west Russia in 1S90, and again to Ireland in 
1900 "*• 11 *; in Europe it soon assumed epidemic proportions, and the first 

outbreak in England in 1906 seems to have travelled from the Continent ,M - ,3) . 
The disease has been extensively studied in Britain <l2> ,8> . It is of interest to note 
that this disease, in 1907, was included in the Destructive Insects and Pests 
Act of 1877. which imposes various restrictions on the importation of plants as 
a means for controlling plant pests in Great Britain. 




I’li.. ySj. Aniiniiin ^K»»«lhrry miUKw {Spharmthi,a HU ns -II tar). .1. flu* white, cmmliiil fructi¬ 
fications coxiMHir leaves, petioles. .in,I upper part of stein. H. the white, cormlial static on the 
•'ernes. C. etnl <»t sIhm.i severely attacked ami completely covered with hrown dcistocarps. 
I). the I terries, .ill except the lame one. covered with masses of cleistocarps (photos . 7 . I>. hv 

Salmon, \\>e Reports; It, hy Wormahl, Diuiues of Fruits anil Hops, Lockwood) 


In liritain the mildew is first seen in Kurland in April and towards the end 
nl May or early June in Scotland. The tips of* the voting shoots and the leaves 
on hoth sides become more or less covered with white mycelium which soon 
spreads over the growing shoots, causing; a serious check in growth, and continues 
to spread over leaves and berries at all stages of their growth. The white effect 
is due to the prolific formation of*conidia which continue to he developed through¬ 
out the growing season on twigs, leaves, and fruit (big. 3X3, \. 1$). The white 
superficial mycelium sends hatistoria into the epidermis, and vertical conidio- 
phorcs arise in great mimher, producing long chains of hyaline conidia which 
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are easily dispersed by wind, and fresh infections often occur on an epidemic 
scale. Later in the summer the white effect gradually changes to brown, the 
discoloration being most marked on the twigs and berries, less on the leaves. 
The change is due to a darkening of the mycelium which now forms a thin, 
closely interwoven weft of hyphae which remains on the twigs and berries after 
the leaves are lost (Fig. 383 c, n). The brown weft of mycelium is easily scraped 
off and embedded in it are very numerous small black cleistocarps which serve 
to tide the fungus through the winter. The first appearance of the cleistocarps 
varies considerably according to the time of infection, and sometimes they 
mature sufficiently early to discharge their spores during the same season, but 
usually they are not formed until the autumn, remaining dormant on the leaf¬ 
less bushes until the spring. They can also tide the winter on cast-off twigs and 
on remains of dropped berries. 


The cleistocarps arc sub-globose, 76 to 100 n in diameter ; the single elliptic- 
oblong to sub-globose ascus, 70 to 92 by 50 to 62/x, practically fills the interior ; the 
8-ellipsoid ascospores measure from 20 to 25 by 12 to 15/1 ; the appendages are 

simple, contorted, pale-brown, hut often rudimentary or absent (Fig. 384)- The ripe 
cleistocarp when moistened swells and splits along the top to allow the apex of the ascus 
to emerge and dehisce and the spores are discharged into the air simultaneously 


Both conidia and ascospores are capable of causing infection. 1 he latter, 
ejected from cleistocarps which have over-wintered mostly on cast-off twigs on the 
ground, first infect the lowermost leaves and twigs and widespread secondary 
infections occur from the dispersion of the conidia produced on these parts. 
Though the mildew is present only on the surface of the host, the presence of the 
fungus on the leaves seriously affects their functions, retarding photosynthesis 


considerably, and re¬ 
peated attacks from 
season to season have 
a weakening effect on 
the entire tree which 
yields less and less fruit 
every year. 

Different varieties 
of gooseberries vary in 
their degree of suscep¬ 
tibility to mildew and a 
variety which may be 
resistant in one locality 
may not always be re¬ 
sistant in other places. 
Thusthe variety Multon 
which had shown 
marked resistance in the 





mm 

Mm, 


west of England gave 
a high percentage of 


FlG. 3S4 .—Sphaerothecn mors-utiif. A cleistocarp slightly crushed 
to expose its single ascus ; note the simple appendages ; ascus 
with eight spores 
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diseased berries when grown in the north of Ireland, and the complete resistance 
previously shown by three American varieties also broke down there «>. The 
most susceptible kinds are Keepsake, May Duke, Warrington, Lancashire Lad, 
Rushwick Seedling, Careless, and Whinham’s Industry; the more resistant are 
Lancer, Crown Bob, and Whitesmith. 

I o check American mildew, bushes should be planted in open ground, well 
spaced apart and correctly pruned to encourage open growth <*>. Pruning should 
not be deferred till late in the year for by that time the cleistocarps will have 
formed and will survive over the winter. All prunings from affected bushes should 
be collected and burnt. Heavy nitrogenous manures which encourage sappy 
growth in the twigs should be avoided and a balanced treatment with basic slag, 
potash, and phosphates should be given. A spraying programme is essential and 
the choice of fungicide is important. There are'several varieties of gooseberries 
which are more or less sensitive to sulphur applications, and for these, sulphur 
dust and lime sulphur are not advised. The principal fungicides and methods 
of application are : 

(«) Lime sulphur : i per cent., applied before the flowers open, again after the fruit 
has set, and a third treatment given about 3 weeks later. This treatment is not 
advised for sulphur sensitive or amber-coloured kinds'*’, such as Early Sulphur, 
Golden Drop, Yellow Rough, and Leveller. 

{/>) Ammonium polysulphide: 4 per cent, solution with the addition of soft soap as an 
adhesive (4 or 5 lb. per 100 gallons) ; applied as above, but not for amber bushes. 

(r) \\ ashing soda, plus soap : Safe for all varieties ; made up with 1 to 2 lb. of soda 
with \ lb. of soft soap to 10 gallons of water. This treatment is more effective if the 
bushes have already been sprayed in February with a 2 per cent, solution of caustic 
soda ( ' ) . Applied soon after the flowers have set and again 3 weeks later. 

(</) Sulphur dust : Lightly sprinkled or blown on to the bushes with a sulphurator, 
covering both sides of the leaves, starting early and repeating fortnightly if mildew 
is persistent ; applied at the rate of 20 lb. per too average-sized bushes' 6 *. 

M Burgundy mixture : 15 per cent., applied as a pre-blossom spray ; not generally 
acceptable as it is inclined to cause scorching, but it stands the action of the weather 
better than lime sulphur"- *• *• '■ •». 


European Gooseberry Mildew, Microsphaera grossu/ariac (Wallr.) Lev. 

I his second type of gooseberry mildew which also occurs on the three kinds of 
currants, is caused by Microsphaera grossulariac , another member of the Erysi- 
phaceae. It often attacks bushes growing in the shade but is not nearly as serious 
a trouble as the American mildew. The fungus is thinly developed on the host, 
and unlike the weft of mycelium growing on both sides of the leaves affected with 
American mildew, this forms only a thin evanescent veil over the upper surface 
of the leaves, little, if any, occurring on the under side, and rarely any at all on the 
fruit. European mildew is, therefore, confined to the foliage and tends to bring 
about premature defoliation (Fig. 385). 

The conidia serve to bring about widespread secondary infections during the season. 
The cleistocarps afford a ready means of distinguishing this disease from American mildew, 
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the most striking difference being the way 
in which the numerous appendages are 
branched at their tips in characteristic mop¬ 
like tufts, unlike those of S. mors-uvae which 
are simple filaments. The cleistocarps, at 
first yellow, later black, arise on the leaves, 
embedded in the thin mycelium ; they are 
globose-depressed, from 65 to 130 /x in 
diameter ; appendages, 5 to 22 in number, 
are branched at the tips four to five times 
in a dichotomous fashion to form short 
processes; asci, 4 to 10 in number, broadly 
ovate or oblong, measure from 46 to 62 by 
28 to 38 )L ; ascospores, 4 to 6 in each ascus, 
measure from 20 to 28 by 12 to 16/x 
The cleistocarps fall to the ground or remain 
on the fallen leaves and lie dormant until 
the summer when the ascospores are ejected 
to start primary infections on the new 
growth. 

This mildew does little harm to goose¬ 
berry bushes growing in open situations 
and properly pruned to admit light and 
air. If more severe than usual the same 
measures should be applied as for the 
American mildew, preference being given 



Fig. 385.-—European gooseberry mildew (A/i- 
crosphaera grossulariae) (photo by Foistcr 
& Noble) 

to the washing-soda and soap treatment. 
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Cluster Cup Rust of Gooseberry, Puccirtia pringsheimiana Kleb. 

Orange-red spots familiar in May and June on the leaves and petioles, and later 
on the twigs and fruit of gooseberry bushes, arc caused by Puccitiia pringsheimiana , 
one of the rust fungi (Uredinales). Actually they are only one phase, that of the 
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Fl«. iXft. Rust «»l gooseberry {I*iu tiniii fuingsh,imnino). the .ucidi.il cluster cups on goose- 
lu rry leaves (photo l»y I oister & Noble). Ji. transverse section ol leal of' gooseberry showing, 
at upper surface, a spermai'oimini; at lower surface, on left, a portion ol pcrnlium ; on right, 
an necidium in vertical section, as shown in enlarged 


aecidial stage, in the life-cycle of this hcteroccious rust, the other stages producing 
uredospores and teleutospores on various species ol' sedges (LV//rv). 

I he spots are somewhat raised, smooth and Mister-like, and often cause distor¬ 
tion ol growth on leaves, petioles, and berries, and may sometimes be decurrent 
from an affected leaf, covering portions of the stem with a red crust often an inch 
long (I'ig. 386 \). The disease is usually of little economic importance, a mild 
attack consisting merely of a few spotted leaves and berries here and there on the 
bush, but in severe cases the Iruit may be so spotted and disfigured as to render it 
quite unsaleable. 

I hese spots on various parts of the host become covered in early summer 
with the so-called cluster cups which consist of a close aggregation of aecidia. 
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On the leaves the aecidia open towards the lower surface, and after dehiscing, 
are filled with dry, yellow powdery masses of aecidiosporcs. On the berries 
the red spots are somewhat thicker than on the leaves, forming raised crusts or 
warts studded with aecidial cups. A section of the leaf (Fig. 386 b, c), passing 
through a spot, shows the presence of numerous spermagon.a situated below 
the upper or lower epidermis, which discharge spermatia and copious ‘ nectar 
to the surface. The numerous aecidia, embedded in the spongy mesophyll, 
break through the lower epidermis, each producing a long, white cylindrical 
peridium with a strongly recurved, torn margin. The accidiospores are spherical, 
finely cchinulate, yellow, 15 to 21 by 14 to 18/x. They serve only for infection 
of the alternate, sedge host, in summer and early autumn ,J> . 


Following upon infection of the alternate host by aecidiosporcs, yellow pustules of 
uredosori about \ cm. long arise on the narrow, grass-like leaves of the sedge ; the 
uredospores are spherical, pale brown, echinulatc, 18 to 22 by 17 to 21 /x ; they serve on > 
to spread infection amongst sedges during the summer, playing no direct part in carrying 
the rust to the gooseberry host. Later, during the autumn, on stems as well as leaves, 
infected sedges develop the more important sori of telcutosporcs because it is from these 
that infections will start on gooseberry bushes in the spring. It is important to note that 
while the aecidiosporcs are instrumental in restoring the rust to the sedgq host on which 
the uredosori are the first to develop, the extent to which uredospores cause widespread 
infections among sedges indirectly affects the degree of infection on the gooseberry, 
because from these recurrent uredospore infections more and more tclcutoson arise, tor 
it is the same tvpe of mycelium (binudeate) that gives rise to both uredo- and tclcuto- 
sporcs. Teleutosori are brown or black, linear or punctiform, up to 1 mm. long, on 
leaves and stems. The telcutosporcs are oblong, club-shaped, 40 to 58 by 15 to 22 /x''. 
These spores serve for the survival of the fungus on the sedges and persist over the 
winter on the remains of these plants. (There is definitely no evidence that the rust 
remains dormant within or on the gooseberry host during the winter '*•»'.) In the spring 
the telcutosporcs germinate in the usual way, producing their sporidia just at the time 
when gooseberry bushes normally break into leaf. The sporidia reach their highest peak 
of dispersal several davs before the gooseberries commence to flower, and are practically 
spent some four or five weeks later ■»'. As already stated, the sporidia attack the goose¬ 
berry in late spring, and, as soon as the red spots arc evident, spermagoma begin to In¬ 
formed and arc soon followed by aecidia. 


The life-cycle of the fungus is dependent on the existence of the disease on 
sedges, and if these could be completely eradicated, cluster-cup rust would com¬ 
pletely disappear from gooseberry bushes. This, however, is hardly a feasible 
proposition, as the infective sporidia can travel by air for long distances. Still, an 
appreciable reduction in the amount of rust on the gooseberry can be obtained by 
the cutting-down and removal of sedges from adjoining meadows or marshes. I his 
was experimentally shown in a meadow in Northern Ireland, where no fewer than 
five different species of sedges were known to grow. A number of small gooseberry 
bushes in pots were placed in the meadow, and during the first year they remained 
perfectly clean because the meadow had been closely mown the previous year 
( 1 933)» b“ l «n 1934, when left uncut, the sedge plants developed the rust, and in 
*935 practically every leaf and berry on the gooseberry bushes were affected with 
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rust <*>. The importance of sedges as the over-wintering host for the teleutospores 
was further shown by another experience when an epidemic of the rust occurred 
suddenh- in an upland Highland village where it was previously unknown, but in 
which in one season all the gooseberry bushes in the cottage gardens were found to 
be heavily rusted. No sedges could be found growing in the vicinity, but the disease 
was finally traced to a byre recently thatched with infected sedges which had been f. 
collected from an infected area <*>. The rust has also been known to appear on '' 
bushes following the use of sedge mowings for mulching. 

No variety of gooseberry is known to be immune from this rust «• s>; but 
considerable variation in the degree of susceptibility was found in no less than 
40 varieties in Esthonia 

Gooseberry bushes should not be grown in low damp situations which are 
favourable to the growth of sedges. If possible the latter should be grubbed up 
and destroyed ; they should not be used for mulching. Sedge lands adjoining or 
close to gooseberry plantations should be systematically mown down every summer 
and the cuttings removed. Ordinarily the rust is not sufficiently troublesome to 
demand treatment, but if it becomes recurrently severe a spraying programme 
should be carried out, using 2 per cent. Bordeaux mixture as soon as the gooseberry ^ 
buds are well opened but before the leaves are fully expanded, and again, 2 to 3 
weeks previous to flowering, using a weaker 1 or 0 5 per cent, strength of the 
mixture Three applications of 2 per cent, lime sulphur, first, at green 

tip stage, again 10 days later, and finally just before blooming are also recom¬ 
mended ' ht . 


1. Anon. : 1926. Scot. J. Agric. ix. 308. 

2. Anon.: 1934. Minis. Agric. L/l. 198. 

3. < irovc, W. II. : 1913. The Rritish Run Fungi. 

4 - Lcpik, K. : 193*. Mitt. Phytopath. Versuch. Unit-. Tartu (Esthonia), vii, 14 pp. 

5. Saundcrson, W. K., and Cairn*, H. : 1937- Ann. App. Rio/, xxiv, 17. 

6 - Suit. R. R, and Palmiter, D. H.: 1945. Hull. N.Y. St. Agric. Exp. Stn. 711. 22 pp. 


Die-back of Gooseberry, Botrytis cincrca Fr. 

A die-back of twigs and branches is common everywhere on gooseberries and 
is troublesome on all types of soils, especially where drainage is poor *\ It 
usually occurs on individual or on small groups of bushes here and there in the 
plantation. 

I he trees may be attacked at any stage of growth, even when in full flower or 
bearing fruit. The disease may affect the plants in many ways (Fig. 387), the most 
serious being the death of the tree branch by branch, and this phase may either 
begin at the periphery of a bush, causing a die-back of a few young shoots, or it 
may start low down on the main stem, the infection working its way up into the 
branches until the entire bush is killed ,3 ‘. An attack on the leaves and berries is 
another distinct phase of the same disease. The margins of the leaves turn yellow, 
then ashen grey or white, and if the discoloration extends throughout the entire 
lamina the leaves fall off prematurely, otherwise they remain for the normal period. 
Some twigs may thus be partially or completely denuded of leaves. Affected 
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• rCC u ?T ng peri ° ds ° f warm ’ moist rather in the spring, cracks and fissures 
in the bark arc seen to be filled with the characteristic smokv-grev mycelium, and 
upright, branched conidiophorcs bearing heads of conidia (Fig. 387 c) are developed 
«n great numbers. The conidia are dispersed by wind and probably by insects 
which, by infesting the berries, no doubt assist in their infection <4> . When 
coni dial production on stem and branches is waning, the mycelial cushions in the 
fissures proceed to the formation of sclerotia ; these bodies are irregularly shaped, 
hard and black, and may remain embedded in the bark over winter, either on the 
tree or on fallen branches on the ground. In the spring, the sclerotia give rise to 
mycelium which again forms abundant conidiophorcs and conidia for renewal of 
wind-borne infections when the trees burst into leaf again. 

First signs of die-back at the periphery of the bush may occur almost as soon 
as the trees are in leaf, when the leaves wilt, turn brown, and wither. In the case 
°f y° un S bushes especially, a considerable proportion of young shoots may be 
attacked, weakened, or killed, and on many of those killed back, the fungus can he 
found wintering in the dead buds and producing fresh crops of conidia in the 
following spring. Such infected dead shoots allowed to remain on the trees or 
left as primings on the ground around the trees are a prolific source of infection 
to the bushes around 14 

\\ hen the main stem is attacked, the trouble appears to start at, or a little above, 
ground-level. I he fungus in all probability enters here through open wounds 
in the bark and, according to the severity of the infection, partial or complete 
girdling of the stem takes place. The fungus penetrates into the tissues of the 
cortex and phloem and may travel upwards under the bark to the bases of the 
branches. Hence the presence of a few dead branches in a bush, or sometimes 
the death of half a bush is a characteristic feature of this type of die-back. Entire 
girdling of the main stem may, however, take several years, and meanwhile the 
bush is being killed branch by branch, but once girdling is complete the whole 
bush dies. The resting mycelium under the bark enables the fungus to over-winter 
in this position from one season to the next, and when it has accumulated in suffi¬ 
cient quantities the fungus breaks through the bark in preparation for sporulation. 

It is recorded that as early as February, according to the mildness of the season, 
tufts of conidiophorcs may appear in the fissures, and it is not improbable that, 
protected more or less within cracks in the bark, conidia may also sometimes 
survive through a mild winter 14 ’. 

As already mentioned, the same fungus attacks the leaves and berries indepen¬ 
dently ot the stem and branches. Whilst it is only in some seasons and localities 
that the foliage suffers to any great extent, loss of berries through the action of grey 
mould is usually heavy, even when the leaves are to all appearances sound and 
uninjured. I he characteristic fructifications develop on leaves and berries 
O'g- 3 X 7 ,: ) usually in June or July, and these, especially the fallen rotted berries, 
serve for much dissemination of disease, probably through insect agency, during 
the season <4> . 

It is probable that gooseberry bushes (and other plants susceptible to grey 
mould) are attacked by this fungus only through wounds or when they are weakened 
through some nutritional error or deficiency. It is well known that over-feeding 


CH. XV 


FRUIT 


827 


with nitrogenous fertilisers encourages sappy growth in young twigs, a condition 
which is probably highly conducive to the die-back of young shoots, mentioned 
above It is also known for leaves of gooseberry bushes to develop a yellowness 
around the margin quite independently of any fungal or other infection, and this 
is believed to be due to mineral deficiency, probably of potash and lime, in the 

^“Bushes showing die-hack of shoots should be pruned well below the affected 
part, and such bushes mav thereafter rcma.n quite free from disease provided 
infection has not become established elsewhere lower down. Bushes badly wilted 
or showing numerous bare branches should be sacrificed, these symptoms indicating 
clearly the presence of deep-seated infection in the stem. All prumngs and dead 

branches should be collected and burned 

If Bolrytis pustules are still evident on the trimmed bushes during the winter, 
spraving with a solution of copper sulphate (4 lb. in 100 gallons) is advised, just 
before the buds open. Bordeaux mixture (4:4: 50) may also be applied after 
fruiting, but certain varieties of gooseberry trees appear to be injured by this 
treatment ,2 '. 


3. Brooks F T., and Bartlett. A. W.: «9»o. ■J’i'i- Mycologici, viii. 167. 

4. Salmon, M. S.: 1909. J- **"<' ColL xvm ’ 3,9 ‘ 


Leaf Spot of Currant, Pseudopezisa ribis Kleb. 

Leaf spot, or anthracnose of currant is widely distributed, occurring in the 
United States and Canada, in Europe from Norway to Italy, Asia, Australia, and 
New Zealand ,2 - ,0 * "• ,3 ‘. The disease does not attack any plant outside 

the genus Kibes, of which about 25 species, including the wild and the commonly 
cultivated varieties of currants, red. white, and black, together with gooseberries, 

are susceptible. ,. t , . . . . 

Currant bushes affected with leaf spot suffer considerably from under-nourish¬ 
ment brought about by the premature fall of the leaves. It occurs at a most critical 
lime of the year, about early August, when the leaves arc at their greatest capacity 
in the manufacture of food reserves for the following year. I-rom experiments 
conducted at I.ong Ashton in 1928, the weight of buds alone, from bushes which 
had been specially guarded against infection, was 15 per cent, heavier than that of 
buds from unprotected infected trees In the United States a direct loss, as 
high as 75 per cent, of the fruit crop, followed upon infection, defoliation, and 
reduced vitality of the bushes, and what little fruit was formed was low in sugar 
content and of poor quality Experiments conducted in the Soviet Union 
showed that from 30 to 32 6 per cent, of carbohydrates and 28 5 to 33-4 per cent, 
of lipoids were lost from the reserves normally laid down in the storage tissues of 
healthy plants in the autumn, losses which accounted in a reduction of yield to less 
than half the weight of a normal crop, due to this disease ,l6) . 
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Leaf spot is essentially a disease of 
the mature foliage fFig. 388), but may 
occur in lesser degree on any part except 
the wood ,7) . Early symptoms consist 
of a number of dark-brown spots, irregu¬ 
larly scattered over the whole lamina 
and visible from cither side of the leaf. 
The spots may either be sharply de¬ 
limited bv the leaf veins, or surrounded 
by a light-yellow margin. They arc 
about inch across, and may so in¬ 
crease in number, largely as a result of 
secondary infections, as to cover large 
patches of the leaves which turn brown 
and decay. Sometimes, soon after the 
first appearance of the spots, the entire 
lamina may turn more or less yellow, 
but there is still evident a narrow green 
zone around each brown spot, and in 
f addition, in the outer yellow area, specks 

ol red or purple may appear. Brown spots may also be seen on the leaf stalks and 
flower stalks, and the lesions may so girdle these parts as to produce canker, 
with consequent loss of leaves and flowers. Tiny specks of discoloration may 
a so appear on the fruit. When the disease attacks the shoots, the lesions occur 
usually on the non-woodv young parts, on which the spots consist of small super¬ 
ficial areas of a golden-brown colour <■*. In the west of England, infection is first 
noted usually about the middle of June, and by the time the fruit is ripe spotting 
of the foliage is fairly general over all but the youngest leaves. By the end of 
August the bushes may be so denuded as to present a gaunt appearance, and by 
mid-September may be entirely bare of foliage 


I'lo. .iSS. Leaf spot of currant 

U‘u’ii(/ofiezizu ribis) 




Leaf spot of the currant is caused by Psrudopeziza ribis, an Ascomvcctc of the group 
iscomycetcs ". I he conidia! stage (Glorosftvrium ribis) occurs on the living tissues, 
and the perfect apothceial stage completes its development on the fallen leaves on the 
ground or on those caught in the crotches of the branches of the tree or other bushes 
1 osc to it. I he conidia, which arc developed in acervuli on the leaf spots, arc released in 
such quantity as to form white, slimy masses often spreading as a film over the entire 
spot. Conidia are hyaline, curved or luncatc. unicellular, uninucleate, 20 5 to 23 bv 5 3 
to 5 9 smaller, microconidia. rod-shaped, with rounded ends, 8 9 hv 2-3/4, of 
unknown function, intermixed with functional conidia, or in separate acervuli, arc to he 
found mostly towards the end of the season. The late appearance of the microconidia in 
the life-cycle, synchronising with the initiation of ascocarp development which takes 
place before the fall of the leaf, seems to indicate that they may function as fertilising 
agents, and it is probable that ascocarps remain abortive without their intervention 
I he apothccia, on lamina and petiole arc small, gelatinous, yellow, slightly crumpcnt ; 
the club-shaped asci are 8-spored, intermixed with paraphyses; the ovate ascosporcs arc 
15-5 to 20-2 by 6-7 t<i 9-3 /i 
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Apothecia discharge their spores in early March and continue to shoot asco- 
spores until early May. On the over-wintered leaves con.dia may frequently be 
found in addition to the functional ascocarps. and it is not improbable ,hat °ver- 
vimered conidia in some localities prove, like the ascospores. .0 be capable of 
starting primary infections in the spring, but this observation appears to require 

C ° n Different races of the fungus attack red currant, black currant, and gooseberry, 
but^heform to which the gooseberry is susceptible has 

,0 produce apothecia. and seems to survive in the form of con.dia which presurnay 
must be able to tide through the winter - The form which attacks grants 
in England is furnished with spores slightly different in shape from that seen or 
black currant <•»>; other forms of the fungus differ in their pathogenic power . 

When the conidia germinate, they early become one-septate and. grown on 
potato-dextrose agar, at 20 to 24 C.. the resulting mycelium produce* conidia 
again in great abundance, but the microcon.dia do not appear until1 much later. on 
old cultures, and only at reduced temperatures ranging from 8 to 16 C. , mature 

apothecia have not been observed in culture u> . 

Primary infections occur when the trees arc bursting into leaf and nnHiIc the 
earliest infections of all. on the young leaves, may be of ascospor.c or.gm soon to 
produce acervuli containing conidia. the bulk of infections are probably secondary 
arising from the dispersal of the newly formed con.dia which would be ready about 

the time when the leaves are expanded and mature. . , , 

Penetration by ascospores or conidia occurs at either leaf surface ma.rdy 
under side and is direct through the cuticle ...to the epidermis. An M*ction^ 
confined largely to the epidermal cell invaded, together with a few adjacent cells 
of the mesophvll, develops an inter- and intracellular mycelium which soon destroy 
the occupied mesophyll. often from one epidermis to the other, and in.place.of t 
destroyed tissues the fungus collects in more or less dense masses. 1 he con.d.al 
acervuli arise just below the epidermis. With the decline of the season ^d approach 
of leaf fall, the defunct acervuli collapse, and with the mycelium within the caf 
becoming thicker-walled and closely matted together, the fungus is enabled to tide 
the winter on the fallen leaves. Leaf infections develop con.dia readily during 
moist periods of .2 to 2+ hours, over a range of temperature from .0 tc>28 C 
but not beyond 30 C., the optimum lying between 16 and 24 and forascosporc 
infections the range is from .2 to 20 C.. the period of incubation being from 
8 to 9 days. There does not appear to be any consistent correlation between pH 
of the leaf sap, derived from young or old leaves, and fac.hty of infection. 

The maintenance of currant bushes in good vigour by manur.al treatment 
enables them to withstand infection better than untreated trees he varieties 
Boskoop Giant and Seabrook's Black are not as susceptible as the Baldwin, the 
liability of which is probably due chiefly to its inherent capacity for heavy cropping, 
which weakens the trees to such an extent as to result in lack of resistance to 
infection. The varieties Goliath, September Black, Edina, and \ ictona are less 
susceptible. The red currant types. Fay's Prolific and Fertility, are very susceptible, 
while Earliest of Fourlands and l.a Constante are among the more resistant 
kinds < 12 - ,7 ». 
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Spraying will, Bordeaux mixture (3:4: 50) gives good protection against leaf 
spot. I he first application is given just before the plants bloom, a second just 
after the fruit is set, a third some three weeks later, a final treatment being given 
after the truit is picked. Lime sulphur, 1 in 40, is also recommended, the first 
application being made when the leaves are unfolding, and others at intervals of 10 
to 20 days, until 5 or 6 sprayings have been made, depending on the weather; if the 
weather is dry over an appreciable period, fewer applications suffice <2 - 5 - ,0 I2 > 'J. u. is) 

Since the fructifications hibernate on the fallen leaves, the latter should be col- 
lected and burnt. 
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Reversion Disease of Currant 

This disease of the black currant appears to have been first noticed in Holland 
and Germany about 1904 <»*, and in England about 1912, on the variety Boskoop 
wiant, but is believed to have been existent here before that date <n . Its true 
nature was not revealed until some years later and it is now known to be due to 
virus infection. 1 he trouble is by no means easy to diagnose from other disorders 
o the currant mentioned below, but a peculiar abnormality in the venation of 
the leaves on certain branches of the tree is associated with it, and while the 
efieets may also be seen in an irregular or deficient cropping, the final results arc 
a degeneration, reduced fertility, or complete sterility of the bushes 

The clues to a ‘ reverted ’ condition are not usually evident in all parts of an 
affected bush. They must be looked for in the foliage developed from buds 
formed in the previous season, in the leaves situated towards the top of the shoot, 
or at the base of the previous year’s wood. No reliance can be placed on an ex¬ 
amination of other branches on the host, for perfectly healthy bushes may bear 
leaves of very irregular character which may quite easily lead to wrong conclusions. 

A normal healthy leaf of the black currant is simple and five-lobed, each lobe 
having a principal or main vein radiating into it from the top of the leaf stalk, and 
furnished with a toothed margin (Fig. 389). For the correct diagnosis of 4 rever¬ 
sion , attention need only be focused on the character of the largest terminal lobe 
which is delimited from its adjacent lateral lobes by a dent or sinus. In this 
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of currant. .-I, normal leaf has five or more main branch-vein* passing 
of the terminal lobe. «. a * reverted * leaf shows .n ,ts tcrm.nal lobe u.uall> 
>to by Amos & Hatton. J. Pomology, by permission of Last Mailing Res. 


FlC. 389.—' Reversion ' 
into the serrations 

less than five (photo «»• — -- - / . — , v- ui..\ 

Station). The small leaf shows severe reversion (photo by Foister 4 . Noble) 


middle lobe of the normal leaf there are usually five lateral or sub-veins passing 
out on each side from the main vein or midrib into certain teeth at the margin 
Just above the sinus, no sub-veins pass out into the serrated margin. Correct 
diagnosis of reversion will depend upon an examination of the number of sub- 
veins, and of the character of the serrated margin above the sinus, in the terminal 
lobe. Other diagnostic features are mentioned below, which relate to abnormalities 
in leaf texture, inflorescences, and flowers, but they are of subsidiary importance 
to those concerned with the venation and serration of the terminal leaf lobe 

Referring again to Fig. 389. ‘he sub-veins in the normal leaf on the left are 
numbered 1 to 5, and while there may be, in different varieties of currant, as many 
as seven or eight sub-veins (Baldwin, Boskoop Giant, and Goliath rarely have 
less than six), a reliable clue to a reverted condition is the presence of less than 
five sub-veins on either side of the midrib in the middle lobe of the leaf, mth a 
coarser serration of the margin above the sinus than in the normal leaf, as on the 
right. In a more progressive stage of the disease, as shown by the smaller leaf, 
the diagnostic symptoms are much easier to detect, but such leaves are quite 
commonly found, and show clearly a reverted condition. Indeed, such abnormally 
shaped leaves, developing in appreciable number on reverted bushes, have 
accounted for such names as ‘ nettle leaf', ‘ tomato leaf', or ' oak leaf' being 
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used to describe the condition, but they have fallen out of use. Neither is the 
acceptance of ‘ reversion ’ a happy one, for it is entirely misleading, and the con¬ 
dition bears no relation at all to a possible throw-back on the part of the host 
to a pristine condition in a simpler ancestral type of leaf. These abnormalities 
are traceable to a definite infection, with ample evidence that it leads to one of the 
most troublesome of all disorders which attack currant bushes in this and other 
countries. 

Other fairly constant features attendant on reversion may be mentioned. Re¬ 
verted leaves are generally smaller and relatively longer and narrower than normal 
leaves, have a flatter base, and a more coarsely rugose surface, below which the 
network of fine veins is not so elaborately and delicately patterned as in the smooth¬ 
surfaced normal leaves. Moreover, reverted foliage during the growing season is 
deeper green in colour than the healthy leaves. 

At flowering time, the character of the trusses and a closer examination of 
the floral parts will also furnish clues to the presence of the virus in the plants. The 
inflorescences on affected bushes tend to become longer, and the stalks of the 
individual flowers are also longer than usual. The flowers themselves become more 
tubular than the normal urn-shaped flowers ; the sepals are more pointed, hairy, 
and more highly coloured than normally, while the petals are much narrower; 
the style lengthens so as to carry the stigma well out of the flower, so that pollina¬ 
tion and consequently fertilisation is interfered with or made impossible ; some¬ 
times the abnormalities extend to the pistil, so that a superior instead of an 
inferior ovary is developed. Such floral abnormalities may allow for only a partial 
setting of the fruit, most of which in any case is lost, or may lead to complete 
sterility. 


Currant bushes arc liable to suffer from other affections the svmptoms of 
which are not unlike those presented by ‘ reversion \ Thus a failure to set fruit, a 
condition frequently called 4 running off * <■*», is often observed in healthy bushes in 
consequence of inefficient, or lack of, pollination, due perhaps to a scarcity of hive 
bees. Symptoms more closely resembling those due to reversion and known as * false 
reversion ’ may be seen in the leaves which develop from dormant buds when 
shoots from the latter are induced to make precocious growth, on account of injury 
to the tips of the shoots, 'file leaves from such buds are often wanting in the correct 
number of sub-veins of healthy leaves. A similar condition may also be frequently 
detected on bushes which have been cut down to the ground, for the buds which 
then arise develop shoots on which the leaves show abnormalities ; it will be re¬ 


called, however, that reverted leaves are to be looked for at the top of affected 
bushes, finally, another condition known as 4 nettlehead ’ is produced when a 
number of lateral buds, instead of forming inflorescences, give rise to leafy shoots, 
so that a heavy-topped, unusually bushy appearance is presented, and this again 
is believed to be due to accidental damage ,4 ‘. 

I he virus causing this disease has been named Currant Reversion l ints (Lees 
1920 ; Amos & Hatton 1926; Amos et til. 1928); Rihes I inis I (Smith) ; 1 era - 

Xenons Ribis ^ (Holmes lib .); Black Currant Reversion Disease Virus. It is not sap- 


transmissible, nor can it be conveyed by the pruning knife, but can be transmitted 
by grafting The 4 big bud ’ mite Eriophyes ribis is, at least, one agent in its 
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transmission«\ It is also possible that aphides may be additional vectors, but there 

is no transmission by seed. . . c a , , 

The virus produces no striking pathological effects in the wood of affected 

trees. There mav, however, be a certain amount of reduction in the increments 
to the wood, which appears to be reflected in a corresponding increase in the 
amount of medullary-ray tissue, with a tendency to produce more gum in the 
reverted plants than in normal 

Reversion should not be difficult to eradicate. In addition to its identification 
from abnormal leaf characters described, if the plants are examined in June and 
July before the crop is picked, bushes showing decreased fertility should be grubbed 
out and destroyed, for it is not safe to take cuttings from any parts of them, however 
healthy thev mav look, since the virus permeates all parts of the bush. As the 
virus is not soil-borne no danger would be incurred if a sound bush is planted 
to replace one pulled up. Cuttings should be taken only from healthy plants, 
preferably not more than five years old. When new stock is purchased, satis ac¬ 
tion should be obtained that they have come from a source certified to be tree 

from vigils ....... f 

‘ Big bud • infestation should be controlled bv spraying with lime sulphur of 

specific gravity . 025, which is roughly a concentration of 1 gallon in 12 gallons 

of water ; or 1 in 2* gallons, for varieties of the Goliath group (Victoria, I-.Uina, 

Monarch), the operation being performed towards the end of March, as soon as 

the flowers are seen, but before they open. 
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Downy Mildew of the Vine, Phsmopara viticola (Berk. & Curt.) 

Berl. & de Toni 

Downy mildew of the grape-vine is much more common and serious on the 
Continent, in North and South Africa, and America than in Britain, where it is 
more or less localised <«*• 25 - 32 - 41 ». It occurs also in Australia and New 

Zealand (, 7 . 18. 43. S4>. 

The disease is caused by Plasmopora viticola , a member of the Peronospora- 
ceac (6 - 7 - 23) . There are two stages in the life-history of the organism, namely the 
spring-to-summer asexual or sporangial phase which is responsible for secondary 
infections throughout the growing season, and the over-wintering or resting stage 
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consisting of oospores which 
germinate in the spring and pro¬ 
bably account for the primary 
infections on the new growth. 

Downy mildew attacks all 
parts of the vine except the 
roots. I'he disease may strip 
entire plants of their leaves and 
tendrils, flowers may fail to set. 
fruit may be destroyed in the 
earlv stages of growth, or if it 
succeeds in passing the suscep¬ 
tible stage, the grapes are small 
and of poor quality owing to 
the impairment of leaf func¬ 
tion-. Early symptoms of the 
disease may occur in some 
localities in February or March, 
but m most places first out¬ 
breaks occur in June. They 
consist of round light-green 
spots ot .m oily appearance on 
the upper side of the leaves, 
and on the corresponding under 
side tuft- of w lute downy spor- 
angioplmn - -oon appi ar. b, anng the a-exii.il -pores or sporangia m great numbers 
< I ig. ;•»" M. I .in r the -pot- change colour, becoming vellow. or variegated 
uiili tint- "i m llow and reddish brown, ami forming patches of irregular shape, 
espri i.ill\ between tin larger \» in- of the leaf. \i iIn-, time the leaves are in a 
tuuiihiind (oiiditioii, ami the lungu- within enter- upon the sexual phase, pro- 
dm mg oogoiii.i. aniheridi.i. ami linalb oospores which survive the winter in the 
l.dh n leaves. On the stems die le-mn- are brown and sunken, ami with the 
dt.ult of the .Illetted part- poition- ol ilie vine lueome brittle and break off 
e.i ilv. Simil.ai lesions mav ••cmr on the stalk- of the inflorescences, or oil 
the -t.ilk- o| uiilividii.il flower* oi lurries, with the result iliat entire bunches 


ol .1 lew bellies lien and there tail lo develop, .md H i- .pule common to see 
liealtliv herne. .dong with diseased ones 111 the same bunch. W hen the berries 
.lie mtei ted during earlv growth lliev pie-ent the characteristic downy appear- 
amr similar to tli.u ol allet led leaves, ami soon shrivel up; when, however, they 
.m "ile. led later, alter attaining the si/c ol .1 pea. or more (the fungus having 
eiilei.d through lesions in 1 lie stalk- *'• I. the berries a-suine a reddish-brow 11 
ioIoiii .iml. lading to ripen, develop .1 -oil rot. The berries become more or less 
resi-tani to .1i1.uk ome lliev begin to develop ilieir 11.1t11r.il colour, but even then, 
il lliev .in- growing on .1 vine whose foliage i> diseased, the «|ii.ility «*( the juice 
111.iv be allei ted. ow mg presiim.iblv lo the deleterious action ol the fungus present 
111 I lie leaves 
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The whitish-grey fructifications of the mildew on the leaves (>r other parts consist 
of long, branched sporangiophores, 300 to 500 by 7 to 9 M wide . whidl tcrminalc in 
short sterigmata bearing oval-shaped spores (at first uni-, later multi-nucleate) 
measuring from 15 to 31 by u to 18 As many as 20, but usually only some 4 to 6 
sporangiophores pass out through a stoma from a mass of mycelium in the leaf. 1 hese 
fructifications arise also on parts of the flower, flower stalks, tips of young stems, as well 
as on young berries, but only when all these parts are still in possession of their stomata 
Later in the season, usually towards September, infected tissues, especially in the 
leaves, show the development of oogonia. antheridia and oospores ; oospores may also be 
found’in the cortex of the stem, and in the stalks and flesh of rotted berries "• ««• 
Little is known, however, about the development of the sexual organs and of fertilisation ; 
antheridia are frequently wanting, and oogonia with oospores have been found without 
antheridia, the resting spores having presumably been formed apogamously '*«•; some- 
report the formation of oospores to be a rare phenomenon The oospores are spherical 
and measure from 25 to 35 fz in diameter. 


In general, the sporangia are not adapted for long survival but serve to spread the 
disease throughout the summer. In certain localities, however, where the leaves may 
remain on the vines all the year round, infections by sporangia maybe continuous 
from season to season On the other hand, the oospores arc capable of survival 
in the soil for at least a year. Oospores which remain in the fallen leaves, vine 
debris, or shrivelled berries left to over-winter on the ground are probably re¬ 
sponsible for the primary infections which break out in the spring. Moreover the 
fungus may, in some localities, survive in the form of mycelium pcrcnnating in the 
winter buds, but its presence has not been established in all cases '*• *«• ”• 36 ' 37 ’• 
Primary infections from oospores germinating in the soil are probably relatively 
few in number, but sufficient, perhaps, to establish foci of infection. The oospores, 
after stimulation by frost, germinate over a wide range of temperature, from 
13 0 't° 33 0 C., the optimum being about 25 C. Germination of the oospore is 
direct by a short germ-tube producing a single terminal sporangium which gives 
rise to a number of zoospores. Primary infections are believed to occur when the 
zoospores are conveyed by splashing rain-drops from the soil on to the lower¬ 
most leaves of the vine, or the sporangia themselves may be carried from the 
ground to the host. In any case the earliest symptoms of all usually occur on the 
leaves near the ground. The suckers that develop at the base of the plants arc also 
very prone to take primary infections, and appear to be greatly instrumental in 
spreading the disease. The spores of Plasmopara , whether produced, as above 
mentioned, from the germinating oospores or from mycelium on any part of the 
host, germinate almost exclusively in an indirect manner (Fig. 390 c), that is, they 
behave as sporangia, by giving rise to motile zoospores which arc the actual in¬ 
fecting bodies. The zoospores are biciliate and pear-shaped, and measure from 
7 5 to 9 by 6 to 7 n. After coming to rest and secreting a membrane, a zoospore 
puts forth a germ-tube which enters the host through a stoma <2 - :3) or a water- 
pore (3,) in the leaf margin, and by the elaboration of an intercellular mycelium 
the spongy mesophyll soon becomes invaded <24 - 331 and numerous globular 
haustoria enter the cells. The invasion of the palisade, from the spongy meso¬ 
phyll soon follows, and the presence of the fungus in the former tissue accounts 
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for the appearance of the oily spots on the surface of the leaf, the chloroplasts under¬ 
going fatty degeneration and the lipoids disappear during infection <’a) 

From the necessity of finding stomata for entry, the fungus can infect the 
berries only whilst they arc still young, before their stomata change over to Ienticels 
or become occluded through the development of waxy bloom. The older berries, 
apparently, become infected from within, from mycelium which travels into them 
fr‘>m infected stalks, or, farther afield, from the leaves, by way of the axis of the 
inflorescence. Apart from stomatal entry when young, vine shoots and buds may 
become infected in the same way by migration of the fungus from the leaves, but 
little appears to be known about the origin of internal infections in the vine, though 
it has been established that the fungus can occupy even the tips of the growing 
shoots ,5) ; but there is no definite evidence that a mycelium perennating in the 
buds plays any substantial part in starting the disease in the spring. 

Various factors of the environment play an important part in the incidence of 
downy mildew of the vine. The period of incubation varies with the locality, 
the weather, the variety of host, the seasons, the water-content of the tissues ,8>9 \ 
and the part of the plant affected Conditions of heavy humidity are conducive 
to much disease and the trouble in some localities is worse in damp, low-Iving 
than in elevated situations “>, and yet in other places, where vineyards arc estab¬ 
lished on dry, hilly slopes, the disease has been known to break out earlier and the 
vines to be more severely attacked than in the plains. The explanation appears 
to be that the slopes, in a position to receive the maximum of direct sunlight and 
the first to catch the warm rains of spring, offer favourable conditions for early 
outbreak of the disease ' w * s ", and for this reason growers prefer to plant the vine¬ 
yards with a north-to-south aspect, with due regard to good spacing so as to ensure 
quick drying of the vines after rain <">. The disease is considerable worse if, 
during the preceding winter, the weather has been continuously wet, and this 
despite the fact that during the primary infections conditions may be comparatively 
dry. It is a common observation in some of the French vineyards that M the 
winter has been dry, the vines show but little disease even if the growing season 
happens to be a wet one ' ,h ‘. Hut heavy rainfall with high summer temperatures 
lead to widespread attacks of vine mildew <>"•. In Tunis, in 1915 and 1926, there 
were no fewer than 11 anti 9 waves of infection during these rainy years respectively, 
whereas in dry seasons, or those with infrequent rains, the amount of disease was 
negligible, and in this locality the onset of the dry sirocco winds does more to 
check the disease than any treatment devised for its control "" > . 

An atmospheric humidity of 70 to 85 per cent, on young, and <So to 100 per 
cent, on older leaves provides the necessary conditions for primarv infections (J8 
\\ hile primary attacks thus appear to follow periods of prolonged wetness, it is 
not essential for the host to be continuously wet for the success of secondare 
infections, and the wind-borne spores may germinate on the host after showers, 
or mist, or dew, provided the parts remain moist for a few hours. Infections appear 
to make better progress during the hours of night than of day, the minimum 
temperature being 12' to 13 , the optimum iS to 24 , and the maximum 30 C. ; 
low temperatures check the germination of the spores '• - s-'. 

There is no evidence that nitrogenous fertilisers are in anv wav conducive to 
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downy mildew «*■ «>, and an excess of phosphoric acid, potash, and lime tends to 
increase resistance in the host «•». The application of calcium ,s said to reduce 
the amount of disease. Vines in general are said to be good calcium acceptors 
possessing an ‘ internal resistance' which seems to depend on the amount of 
this substance present in the aerial organs, this in turn varying according to the 
availability of the mineral in the soil; some varieties of vine, however, including 
the wild Vitis vinifera, absorb relatively little calcium and are very susceptible 

to the mildew {i \ , , r 

The relative concentration of the cell sap is considered to be a factor in respect 
of resistance to, or immunity from, downy mildew. According to some, resistance 
in the plant-organ, whether leaf or berry, increases as the svatcr-content falls 
below a certain percentage, but others state that cryoscopic tests failed to show any 
significant difference in the concentration of the cell sap of resistant and susceptible 
vines <»• «*> Acidity values of certain vines, more or less resistant, were found 
to vary from 4 3 to 10-3 per cent., whereas the more susceptible varieties had a 
range from 0-3 to 2-6 per cent, acidity <«'. Moreover, an important factor influ¬ 
encing relative resistance appears to be the value of the calcium-potassium ratio 
of the sap. Thus old leaves contain more calcium than potassium, while the 
reverse is the case in voting leaves, which are more susceptible; this ratio, again, is 
much smaller for berries than leaves, in which it becomes greater than unity 
about flowering time, increasing during the summer, and thereafter declining, the 
period of increase coinciding with a high degree of resistance, in the leaves, to 
infection. Finally, there is some evidence to the effect that internal resistance of 
vines to downy "mildew is affected by the type of stock on which the vine is 


grafted 34 — 

For the control of this disease emphasis is laid on the value of timely and early- 
spraying, and oftReThinning of the foliage during the growing season in order to 
gain better access for sprays and dusts and of the removal of the shoot 

tips in order to increase resistance in the remaining parts It is interesting 
to note that the well-known fungicide, Bordeaux mixture, was first discovered 
and improved upon during experiments conducted in France for the control of 
this disease (p. 233). To avoid scorching, the mixture is employed slightly on the 
alkaline side <«• the strength being 15 per cent., usually, or 2 per cent, in wet 
seasons 46 \ the proportions being 6 : 4 : 40 or 8 : 6 : 40. The first applica¬ 
tion is made soon after the buds open, a second being given before the flowers 
open, and a third after the fall of the petals, a final application being given 14 days 
later <4 °- 54 >. Towards flowering time some growers discontinue the wet spraying 
and follow up with the dry powder, directed chiefly towards better covering of 
the fruit clusters, and when the foliage has attained full development dusting is 
reported to be more effective than spraying (l6, 20, — 4>) - 

Certain methods of cultivation arc helpful to ward off the disease. \ ineyards 
should be sufficiently open to allow the foliage to dry quickly after rains, and in 
some localities it is the practice to build up the vines on trellis-work, this method 
not only ensuring free access of air but facilitating spraying as well, and young 
growth can be tied up so that the risk of infection from resting oospores in the 
soil is lessened. All green shoots or suckers that develop at the base of the stocks 
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should be removed, as they are very susceptible to primary infections <«• «>. 
Sod cultivation, manuring, and hoeing should be finished before the blossoms 
open, so as to leave the soil undisturbed during the spring, when the conditions 
are favourable to the germination of the resting spores *■>. 

A certain measure of success has been attained on the Continent in the breeding 
of resistant varieties from European vines, some of them showing somatic mutation 
in respect of resistance to downy mildew, and the results so far obtained are 
encouraging that immune varieties may soon be available <w. soa)_ but t | le m0( j e 
of inheritance is little understood <**>. Even with so-called resistant vines, spraying 
with Bordeaux is advisable ia) . 
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Powdery Mildew of the Vine, Uncinula nccator (Schw.) Burr 

r ad td rr Thr^^ 'n.i^valln, to india'and Austral* 

^ areas.2 is rare.y found in the 

It is also common throughout Amenta ; m C.l.forn.a the “S 1 ', 
vinifera is much more susceptible than hbrusca, I . and \-rupesl f«* • 

downy mildew \piasmopara viticoh) by the presence of white 

of mycelium and floury conidia mainly on the shtny upper surface of the leates, 

whereas the whitish areas of fungus 
and spores of downy mildew occur 
mostly on the under side, the whole 
presenting a glossy appearance, but 
powdery mildew produces a difFuse 
dusty film which gradually turns grey 
and finally a dark colour (Fig. 39 1 )* 

Stems, leaves, tendrils, flowers, and, in 
particular, young fruit bunches, arc 
liable to be attacked (Fig. 392). 

If the blossoms are infected, no 
fruit is set, and early infection of the 
berries checks their development so 
that they drop off. When older berries 
are attacked they may still continue 
to develop, but growth is distorted 
and the skin becomes cracked. 


With 

further progress of the disease on the 
leaves, the white patches tend to spread 
and join together so that large parts 
of the lamina are covered with mildew 
and the leaf curls up towards its upper 
surface. As the shoots lengthen the 


Fig. 391 .—Mildew of grape vine (Uncinula 
nccator). The powdery appearance of the 
mildew on the leaf (photo, Adv. Lft. 207 , by 
permission of Minis. Agric.) 
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young stems are attacked in 
the same way, and the patches 
here soon change from white 
to grey, and if the fungus is 
rubbed off, brown or black 
marks are left on the stem. 
\ ines attacked when young 
fail to mature properly and 
may turn black all over (Fig. 
% W). 


I'w-. Mil«l« w oi ;-r.i|», MIL I f II, mill.4 ». ’flu 

.liM .iNfnn llic nIiiiin. ii>hIm>. .iilI Ihiiict i>| \.UL I\ \\’.i|. 
th.mi l n»%> i photos |»\ tin I'Io.li 


** i I Mildew or powdery mildew 

M . \1 T ^ol the v ine is caused by l ncinu/ti 

l.j _ ■ ^ | ]W tin'a tor (a member of the Ervsi* 

pharcac) which replaces the old 
l ^ If'V rJ* | * T name Oit/iiwi luckrii given to it 

i J f j i.» .S47 

:, i- . .f .. .. Thr 1 , ikl ' "! l,cr fu y Hf ' hC 

disvaw on the o.m> M ul 1..,,... \Yj|. P mwK,v mildews, the mycelium 

*h.mi < loss < photos |.\ tin I’lcssist of l '. mm for is entirely on the 

surface of the part attacked, 
except lor haiistoria which penetrate the epidermis. The mycelium is very slender, 
branched, and sepiated. forming a delicate white weh which darkens as soon as the 
production ol cunidia is over. The conidiu arc dcvclo|H'd in great ahundance on leaves 
aiul herries, on which they Inrm a dense lliilTx or powdery film. They are developed from 
erect eonidinphores. ; or 4 in series on eacii stalk : they are oval in shape and measure 
horn 25 to ;o In 15 to 17/1. The conidia are capable of resisting dry conditions, for 
how long is not dearly known, hut iu sonic districts it is thought that they arc capable of 
survival over the winter . 

Clcistocarps arc usually dcvdo|H-d in late autumn and winter hut in some localities may 
appear as early as June They may he found embedded in the epiphytic mycelium on 
the leaves, or on shoots, chiefly at the nodes, or on buds among the scales and hairs. They 
are black when ripe, almost spherical, flattened at the top, from 75 to 105/1 in diameter, 
and furnished with X to 25 scpt.itcd appendages, coiled at the free end. Each cloistocarp 
contains from 2 to X ovoid asei. 4X to (*> by 57 to 45,, and each holds usually ft oval 
aseospores 20 by a3/« T> . Other cleistocarpic dimensions given are: 70 to 128/1 in 

diameter, mean, <j8/t : appendages. 7 to in number, light or dark ainher-hrovvn in the 
lower halt ; asei, 4 to f>, rarely ft to if. from 50 to (*o hv ;o to 40 /1 ; aseospores, 4 to 7 per 
asciis, measuring from iX to 25 hv 10 to 12/1 

In localities where they have been found, clcistocarps are believed to carry 
the lungits over from year to year, but they arc not common. They have not 
been lonnd in llritain and other countries, including Australia, but have been 
reported from America. France, (Icrmany. and at Anapa in North Caucasia 7 - " • 
l.ven in the same localities clcistocarps arc formed onlv in some vears, and may 
be looked lor in vain in other years. Apparently environmental factors arc partly 
responsible lor their appearance. In some years their development is associated 
with soil dryness and prevalence of an tiniisiiallv warm, rainless summer. It is 
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recorded that in the interior valleys of California deist.,carps are never found 
or rare, whereas they occur plentifully on vines subject to the influence of summer 
ocean fogs. Under these weather conditions if. after an abundant growth of my¬ 
celium has been produced, the temperature drops suddenly to the '^es hmit 
for fungal growth (so 5 F.), the eleistocarps are developed in great numbers . 
There is evidence that earliness of attack followed by severe infection is also 
conducive to development of these fructifications, whereas their number is grcatl) 
reduced in late and lighter attacks „ mll . 

Cleistocarps remain on the vines and leaves or on host debris on the ground 
until spring, and the spores are said to be capable of germination .8 months after 
formation and of infecting leaves and shoots in the same manner as the onnidia. • 
In the absence of cleistocarps it is believed that primary infections in the spring 
are traceable to mycelium which has passed the winter in the buds . or to 

conidia which have survived the winter „ a ,n ikf 

A moisture-laden atmosphere is more favourable than a wetted surface to the 

germination of the conidia on the host. The fungus thrives vigorously on unes 
in sheltered, shady positions such as walls or trellis and in the humid atmosphere 
of the greenhouse, but makes little growth m ventilated houses or in Urn open 
vineyard. The fungus can grow over a wide range of temperature and humidity. 
Below F. (.o' C.) growth is arrested ; above 75 F. (24' C.) growth ..rapid 
and reaches a maximum ai about 90° F. (32 C.) or 95 I'. (35 c -). but ,s no 

IUll< Su!trv, 2 w«m conditions with dull, cloudy weather are favourable to attacks 
of vine mildew; bright, crisp sunny days retard it l: . Different '"!?*?** 0 
vines vary considerably in their reaction to mildew, but all of them are liable to 
injury if weather conditions favour growth of the fungus ,J . • 

J After due attention has been given to cultivation of the vines such as pruning 
after shedding of the leaves, thinning out and cutting back of laterals, togethe 
with removal and destruction of all diseased materia , some growers adopt a 
dormant treatment of washing the vines with an acid solution of iron sulphate, or 
of coating the stems with a paste of sublimed sulphur and soft soap, the object 
being to check the formation of mildew when warmer weather comes the higher 
temperature causing the finely divided sulphur to fume or vaporise, so hat grouth 
of the fungus is checked. The same principle underlies the painting of hot-water 
pipes in the greenhouse, with a mixture of skimmed milk and sulphur. But the 
universal treatment against vine mildew is sulphur dusting. Sulphurating 
preferably with a bellows or vaporiser, must commence at the earliest possible 
signs of mildew and should be carried out in the early morning while the leaves 
are moist, but not in very hot weather, which may cause scalding « ; and if, from 
experience, the time of flowering under glass is known, the first sulphur treatment 
should be given 10 davs before this event and continued at weekly intervals until 
the flowers open, then withheld until the fruit has set, a final dusting being given 
when the berries arc about as big as peas (b - 8> l} - '*■ 1} '- 

t Ucrki* 1 i*v M. T. : »8>6. Grdnn'. Chron. 501. 

2 Biolctte F T. : 1907. Calif. Agric. Exp. Stn. Bull. 186, 315. 

3 ‘. Castilla’, F. de, and Brittlebank. C. C.: 1923. 7 - Dept. Agric. Victor,a, xxi. 673. 
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11. Sceliger, R.: 1939. Arb. Biol. Amt ( Reichsanst .) Berl. xxii, 453. 

12. Sticgler, A. : 1923. Allg. H'einzeit. xl, 51. 
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Anthracnose of Vine, Elsinoc ampelina Shear 

This disease, though uncommon in Britain, is one of the oldest of vine diseases 
in Europe. In South Africa it causes severe losses every year in the wetter districts, 
especially on sultana varieties '*• 9 \ It is serious in practically all vineyards on 
the Continent as well as in the eastern parts of the United States, and is also one 
ot the most destructive of all fruit diseases in West Australia, especially in the coastal 
plains and foothills, the newer grape-growing areas away from the coast being 
almost free from it ,4 \ 

Anthracnose of the vine, so called from the black carbonaceous appearance 
(' charbon ' or ' brenner *) of the lesions on the stem <*• lo1 , is believed to have 
originated in Europe " !l , and to have spread thence, probably from France or 
Italy, into America and Australia ; the earliest report of its occurrence in the 
l nited States in 1885 appears to have been made in Illinois <s * ,3> . 

All parts of the vine may be affected, including the berries, leaves, stems, and 
tendrils (Fig. 393). Small, more or less circular, greyish-black spots surrounded 
by a yellow border appear on the leaves and remain small if crowded together; 
isolated spots enlarge and become light grey at the centre, the outer edge turning 
dark brown or purple. The central part of the spot becomes sunken, and if it 
dries may drop out, leaving a shot-hole. On very susceptible varieties, however, 
during prolonged wet weather, even in winter, the larger spots continue to develop 4 
and present a woolly appearance from the presence of spores on the surface. 
Spots on the leaf veins and on the stem arc small and elongated, and, if numerous 
on the veins, may join up so that the lamina becomes curled and torn, and long 
portions of the veins turn yellow. 

Young shoots up to about two inches long are even more susceptible than the 
leaves. On the shoots the spots remain small, irregular, and almost black, and 
from the numerous lesions that may arise an entire shoot may be killed within a 
short period, meantime becoming black, dry, and hard. On older shoots the 
spots enlarge and develop a light centre with a brown margin, the central part 
later becoming cracked and sunken so that a canker is formed. Sometimes a 
stem canker penetrates into the stem so as to destroy the tissues as far down as 
the cambium. Within such lesions the mycelium of the causal fungus, though 
sparsely developed, remains dormant over winter and under favourable conditions 
in the spring revives to form spores which start the disease afresh. Stem cankers 
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F | G . 393.—Amhracnose of grape vine (Elsinoe ampelina). A, the spots on leaves of variety Red 
Hancfoot. B, young anthracnose spots on bunches of French grape variety ; a, on the berry ; 
6, on the stalk. C, D, E, the canker stage on stems of sultana. F, cross-section shoot of sultana 
showing the conidial fructification ; on right, details of the conidiophores and conidia (photos 
and drawings by du Plessis) 
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are sometimes found to cover considerable lengths of the vine, and if the woody 
tissues are seriously affected both shoots and stocks are rendered worthless. 

Lesions also occur on the stalks of the inflorescences, and if girdling takes place 
entire bunches of fruit may be lost. Similarly, if girdling lesions occur on indi¬ 
vidual flower stalks, berries may drop at any stage of development. Spots on the 
berries are round, dull, and sunken, and later develop a light centre surrounded by 
a dark-brown border ,,J '. If attacked when small, the berries dry out and fall off, 
or may remain attached in the bunch for a long time, meanwhile becoming dry 
and mummified ; later attacks cause the berries to crack and become deformed (4 ». 
When ripe grapes are attacked the spots develop into hard crusts, a condition which 
renders them, especially those of white varieties, unfit for table or raisin purposes ,9) . 

Anthracnose of vines is caused by an Ascomyccte, Elsinoe ampclina , better known 
under the name of the more common conidial form, Sphaeeloma ampclinum de Bary (, \ 
previously known as (Hoeosporium ampelophagum (Pass.) Sacc. The ascigerous stage has 

been found in the spring on cankered stems that had wintered out of doors <•»», but has 
not yet been seen in Britain. Ascoearps embedded in old cankers arc ill-defined, pseudo- 
parenchymatous, with hyaline asci containing colourless triseptate ascosporcs which 
measure from 15 to 16 by 4 to 4 5 /*. The conidial stage occurs on spots on the leaves 
and berries as well as on cankers. The conidia are formed within sub-epidermal accr- 
vuli; they are oblong-ellipsoid, bi-guttulate. hyaline, slightly constricted at the middle, 

5 to 6 by 2*5 to 3-5 /<. Cyst-like bodies of variable size and colour have also been found, 
but their function is not known ">». 


As above stated, the fungus is believed to survive the winter in lesions on the 
stems, and in which it revives again in the spring. The chief source of infection 
in new areas is the planting of cuttings harbouring the resting mycelium u ', 
Nothing appears to be definitely known about the spread of the disease from year 
to year by possible survival of the fungus in over-wintered leaves or berries, 
neither have the ascosporcs been observed to function in the dissemination of the 
disease. 

Anthracnose attacks the vine when the leaves arc young, and the foliage increases 
in resistance with age. Infections commence shortly after the buds come into 
leaf, and such primary attacks appear to result from spores which developed in 
cankers formed during the previous season. The spores arc exuded from these 
lesions in gummy masses and during rainy weather arc splashed or blown on to 
the tender green growth. Secondary spread during the season presumably takes 
place in the same way from the accrvuli on leaf spots, young shoots, tendrils, and 
fruits. 

Anthracnose of vine is greatly encouraged during warm wet weather, and there 
is usually little evidence of the disease in a dry season ; low-lying, badly drained 
plantations often suffer severely u * 7 * 

Varieties of grapes differ considerably in susceptibility to anthracnose. Sul¬ 
tanas, Malagas, Almerias, Muscats, and Grenachi are all susceptible u) , as are also 
Alicante strains and French and American varieties with thick leaves <l0> . The 
varieties Gros Colman, Raisin Blanc, Barlinka, and Cabarnct are more or less 
resistant in Cape Province, South Africa ' v ’. 

For control of the disease the vines should be carefullv looked over at the end 
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of the season and all infected shoots cut out and destroyed. All mummified 
fruit clusters and decaved leaves should be collected and burned, and the ground 
dug over or ploughed in the spring » ! >. Since the trouble is carried to new planta¬ 
tions chiefly by cuttings, the latter should be immersed in a 25 to 30 per cent, 
solution of sulphate of iron before planting In South Africa, spraying the vines 
towards the end of winter with 4 per cent, sulphuric acid, or 1 in 8 lime sulphur, 
or with a solution of copper sulphate of . lb. in 2 gallons of water, is recom¬ 
mended ; if winter spraying is omitted, early spring treatment, though not so 
efficacious, may be given by applying the same copper sulphate spray to the leaves, 
and dusting them during the summer with sulphur »». Many vine growers 
adopt a method of ' swabbing * just before the buds swell, using a mixture of 
iron sulphate and sulphuric acid in the proportion of 5 lb. of sulphate and . pint 
commercial sulphuric acid in every gallon of water “• ’■ »’■ At the time when 
buds are bursting it is further recommended to spray with Bordeaux mixture, 
6:6: 40, or Burgundy mixture, 6:9: 40, followed by a second application just 
before blossoming, a final treatment being given after the fruit has set <4 . 
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Rust of Antirrhinum. /W/wm ./Minium Dm. & Ilolw. 

I h>- ' * ruM tWjM «i». snapdragon \Antmhinum) wa* tir>t discovered 
m .«. California an,I * »r. cm * ami has been prevalent .n the I nitcd 

S,,,T * 1 • n * ,, *'« r, nu.la. for nuns vear. * ** .... C)ll |*idc these areas 

.1 wa' pra,.„al\ unknown unt.l in;; h„i spread a. an ama/.nc speed. In 
I mIii n tli. iIimmm' has I*,,.. cMcnsitrly studied * >• .t appeared in 

!, 1 hM "' ' r '" Mrv ,,n -"•* "I •hat vear. ami before the end of the season 
had trav. II. d into thirteen vuutics ami was. .,t the Mine time, reported in Jersey 

north-w, -t I ram . |u t .,; 4 .t «,i> pr, m-.h u. tuentv -adit counties in Kneland 
•uid m wav r. port, d in S,,.tlaml and Ireland, and meanwhile fresh records 

/. fro, J l ,,,,n ""L Denmark. formally. C echo.Slovakia, Italy, and Vustria '•» 

\\ " " ■' r ' r ,n 1 isypi.and in m.xjin the eastern Cape Province 

1 N,,,f ’ Sint* the host. IntinhinummajuK, is a native of the Modi ter- 

r,,m n ‘•''l ' 11 W,M " 1,11 hitherto unknown. .t seems fairly dear that the 

,M "‘ "‘'he*.. on % ",ne Californian species of the plant and. 

MNim; b, ,n mtrodm. .1 m -mi, unknown wav into the new areas, found in the 
*ull.valid pule* an ullv imiicmimI host •• There is no evidence that the 
1 j' ,s ' "* ,x * ,r ’ •! h> infected nr containinated seed • * and tin probability 

,H that d.vs. on took pl.i, e In the widespread d.sir,button of infected prop..- 

cant-, in ili, lorin of Millings. and that these, m turn, acted as foci for further 
spread o| the rust through spore dispers.il. 

I he Mist ( „nhnhnn\ alia, ks the host .,t .«|| stages of growth. seedlings. 

4 ,,M "u:s..md mature plants about t„ flower Ivn.i; s„b,ev t to ,t ( Tig. ;, M >. Seedlmes 
mav bi alia, ki d in the l»o\e* .md swept ..If with disease, and even sheht attacks 
on L'niwn (daiils s,, mar tin n appearameaml reduce their vitahlv that shoots and 
llower pikes are unit h below normal M/e. and in severe attacks entire plants are 
kill. ,|. I In parasite atlaeks the plants under glass and in the open and is most 
severe on lutlmgs and plants pisi before the flowers are due to open. I eaves, 
brain lies, stems, sepals, and ■* easioiiallv see d capsules mav be so badly affected 
that thev are laicr.illv peppered all over with the brown spores of the fungus. 

lari' •' mptoiiis o| lhe nisi o, , i,r on the under side of the leaves, as small 
liL'hl-i oloiired sp,,|s vv hu ll show right through to the upper surfaee. The spots 
soon pro,hue brown pustules m great profusion, first on the lower side, and then 
on the eorrespoiidnu; upper side of the leaves. On the steins, the pustules arc 
somewhat elongated and may sometimes *.,» girdle the- stem that entire branches 

N,l, 
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Flo. 394 -Antirrhinum rust (Puccwia attUrthim). A. on the leaves and flowering shoot (photo by 
Smith), li, on the seedlings (photo by Green. J. Roy. Hurt, Sot.) 

are lost. These pustules contain uredospores and, later on, dark teleutosporcs 
follow in the same places, on all parts, even on sepals and seed capsules. 

The uredospores may he found on affected glasshouse plants at all times, and on plants 
out in the open frequently to the end of October and are more plentiful, in some localities, 
than the teleutosporcs, even after periods of frost. But though the uredospores may serve 
to carry the fungus from one season to the next under glass, survival over winter in the 
form of uredospores in the open, at least in Britain, probably occurs only in the warmer, 
southern counties. The uredospores arise in somewhat round son, and are spherical or 
slightly oval, measuring from 19 to 3° b V »5 22 /* (average, 22 by 19/1) they are 

yellowish-brown, with an echinulate wall ; are not viable for more than about 6 weeks, 
and are not adapted for carrying the disease over long periods. 

The teleutosporcs are dark brown to almost black, two-celled, and measure from 
33 to 52 by 17 to 24,t; they are found either mixed with uredospores or in separate sori. 
They have been observed to germinate '*• *» but will not infect antirrhinums or any 
other plant and. so far as known, this rust has no alternate host on which an aecidial 
stage could develop. The fungus is known to possess at least two physiologic races and 
various strains ,17> . 

In the greenhouse and in the open the disease spreads, therefore, under 
favourable conditions by means of uredospores ( -". In Britain, in the colder 
areas, it seems certain that the rust is carried over the winter on old infected 
plants on which uredospores arc produced in the spring ,l8 '. Though it has been 
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suggested that the disease may have been introduced into South Africa with 
infected seed 15 ', careful experiments conducted in England with seeds infected 
with the spores failed to give any indication of disease on seedlings grown in 
sterilised soil 

Credospore infection from leaf to leaf externally takes place on an extensive 
scale and sporulation is so prolific that mere contact with the plants when cutting 
the flowers is sufficient to disperse the spores on a wide scale i2i \ These spores 
germinate best at about 10 C\, showing but slight growth at extremes of o° and 
3 ° <-*• The germ-tubes produce appressoria before entering the stomata, 

and the developing mycelium, colourless and septated, passes in between the 
host cells, into which it sends small knob-like haustoria ,u '. The period of incubation 
varies from 8 to 14 days ,z * 

In some parts of the United States plants which were deemed to be resistant 
to this rust were found later to have become highly susceptible owing, it is believed, 
to the appearance of another strain of the parasite, but this second race of the fungus 
has so tar not been found in Britain In this country, the varieties Wisley 

No. 3 (magenta-coloured), an American stock named Orange Pink, and another, 
Terra-cotta Pink, together with the varieties Yellow Sport and Brightness, have 
proved resistant " H \ In Denmark, the majority of yellow and white varieties are 
found to be fairly resistant, while pink, red, and the variegated classes prove to 
be more susceptible In Germany, however, yellow varieties are very heavily 
attacked 

The experience of early autumn planting in California showed that the plants 
were able to escape infection so that they reached maturity before the rust became 
active in the spring Protecting the plants by spraying with Bordeaux or 

Burgundy mixture, or by applying sulphur dust, appears to be of doubtful value, 
some reporting better results than others 1 2 3 * 5 6 7 8 9 10 11 12 \ In general, copper-containing 
sprays have proved to be more effective than sulphur, and Bordeaux mixture with 
the addition of a spreader has, in some areas, given satisfactory results "*• ,5 '. In 
other places, Burgundy mixture (4:5: 50) has given better control, and has the 
added advantage that it does not discolour the foliage as Bordeaux mixture is apt 
to do ; in Britain, applications are advised on the following approximate dates : 
1st to 2nd July ; a second treatment on 15th to 16th July ; a third, 29th to 30th 
July ; a fourth, 12th to 13th August ; and others at fortnightly intervals, a final 
spraying being given on 7th to 8th October “**. 
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Shot-hole of Antirrhinum, lletcropatella antirrhini Budd. & Wakcf. 

This common and destructive disease of cultivated antirrhinums was first 
recorded in Britain in 1917 (7 ' and was again observed in 1920 <4) . It was not 
known elsewhere in Europe until 1936, when report of its occurrence in Switzer¬ 
land was probably the first record for the Continent <6> . 

During periods of cool moist weather in the summer, from July to September 
usually, the disease may be seen to break out on the lower leaves in the form of 
small pale-yellowish spots furnished with a well-defined margin. Owing to col¬ 
lapse of the affected tissues, the central portion of each spot gradually pales and 
dries out; sometimes a de¬ 
finite purplish margin may 
be developed around a spot, 
but this is not always pre¬ 
sent. The dried central area 
of the spot often drops out, 
giving a ' shot-hole * effect 
(Fig. 395), but actually this 
is not an invariable feature 
although it gives the disease 
its name (l Frequently the 
spots are quite large, irregu¬ 
lar in shape, and sometimes 
the entire lamina may be in¬ 
volved. On young leaves and 
young stems, curling and 
deformity of growth may 
also be seen ; later the leaves 
become drv and turn brown .. ...... c , .. ......... 

.. ■ . . hie. 395.—Snot-hole ot .■Intirrtnnuni {Heteropateiia antir- 

all Over, the final effect giving rhini ). Leaves of A. majus showing spots caused by 

the entire plant a scorched the Cercosporella stage ; upper row, early stages ; lower 

aDDearance Thnnoh th<* row, subsequent shot-hole effect. On right, the pycnidial, 

appearance. 1 nougn tne Heteropatella stage on over wintered dead stems (photos 

above symptoms on the leaf by Buddin & Wakefield, Tram. Brit. Myc. Soc.) 
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are the most conspicuous, in severe in¬ 
fections the stems also develop lesions 
of a cankerous nature, in which case 
the development of the inflorescence 
is poor and distorted, the plant pre¬ 
senting a sickly appearance, and in 
very bad attacks entire plants may be 
lost outright <->. 

There arc two more or less distinct 
phases in the life-history of this disease, 
namely that of the actively parasitic leaf- 
spot stage caused by the Hvphomycete, 
Pscudodiscosia ( Ctrcosporella ) antirrhini, 
which is actually only the summer, 
conidial stage of Hctcropatclla antirrhini 
causing the second stage which develops 
pvenidia on the dead or decorticated 


I’ M; * llfieruiwtelln ontirrhim. ./. vertical stems (Fig. 395). These forms occur in 

mh imn ‘‘fan accrvulus. /*. branched conidio- the /Cxcipu/acrar group of the Sphacro- 

cal section of pycnidn.m. /;. pvcno^rcs P* ,dal « < F ""g' Imperfect.)'*•>• ». I he 

( 570) (after lluddin & Wakefield. Trans. awvuli (Fig. 396 ,\) containing the 

lirit. Myt. Sue.) summer spores are closely crowded on 

spots occurring on the leaves or the 
uucii parts oil he stem and present a moist, waxy appearance, of a pale-pink colour. Erect, 
'ranched comdiophores (Fig. 396 it) break through the epidermis to produce the conidia 
" ,Kh «■ characteristic form (Fig. 396 c). They arc narrowly obdavate and curved. 
,rom 1 - 10 3-septate ; the apex is drawn out into an awl-like portion, and the basal part is 
furnished with a short tail or appendage. The conidia measure, in the cellular, septated 
part, from 20 to 35 by 3 5 to 4/ <. and the apical extension is from 20 to 25 /< long, while 
the tail ("Inch is formed largely after the spores have dropped off the conidiophorcs) 
measures about 10 /i long . The pycnidia of the Hctcropatclla-t tage (Fig. 396 i>) occur 
on the wood after the cortex has fallen off ; they arc sparsely developed, brownish-black, 
globose-depressed, 500 to boo /* in diameter ; they are closed at first, later opening irregu¬ 
larly by a laciniated margin, exposing a pink spore bed in which the conidiophorcs arc 
branched and very densely packed together. The pvcnosporcs are falcate and, like the 
conidia, furnished w ith an apical extension and a basal appendage ; they are hyaline. 2-1<» 
3 -scptatc. and measure from 25 to 30 or even 35 bv 3 to 4 /i, the apical portion being from 
20 to 25 /< long, the basal portion forming a short stipe or pedicel; the pvcnosporcs are 
extruded from their pycnidia in pallid rosy globules'*- *• (see p. 53). 

I he organism is of slow growth in culture ; the optimum temperature is 18 t\, no 
growth occurring at 25 (*. ; minute pinkish pustules of conidia arc developed on a 
scanty white mycelium ; later, solid, bun-shaped sclcrotia-likc bodies appear, externally 
black, and hyaline within, producing when sub-cultured the summer conidia in great 
profusion , *\ 


I he pycnidia on the dead stems arise between cortex and wood, the fungus 
in this region bringing about a decortication of the stems. Pvcnosporcs collected 
from the dead stems, inoculated into the living leaves produced the characteristic 
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leaf spots, thus repeating the parasitic phase of the disease The spores from 
the summer acervuli and those from the pycnidia germinate in the same way. 

The fungus appears to survive from one season to the next in the form of black 
sclerotial bodies similar to those obtained in culture, and these in turn give rise 
to pycnidia, and presumably primary infections are brought about by pycnospores. 
The disease spreads on the plant from below upwards and attacks the leaves and 
young green shoots. The spores are probably dispersed from the fructifications in 
drops of rain or dew, and conveyed to the host by splashing of rain or by watering. 
Infection of the leaf is direct into the epidermis, not stomatal, and the mycelium 
occupies the intercellular spaces and cells of the mesophyll. In the stem lesions, 
the phloem and cambium of the vascular bundles arc disorganised, and the cortical 
tissues arc permeated with mycelium ; the fungus may also be found in the 
phloem, cambium, and medullary rays. In preparation for sporulation, hyphal 
aggregations form in the epidermis, or between cuticle and epidermis, on both 
stem and leaves (4 '. 

Some varieties of antirrhinum having red pigment in the leaves and stems 
appear to possess greater resistance than others; green-leaved, bedding varieties 
have proved to be very susceptible 

1. Uu<k!in, W\, and Wakefield, E. M. : 1924- Grdnrs \ Chron. Ixxvi, 150. 

2. — — 1926. Trans. Hr it. Myc. Soe. xi, 169. 

3. — — 1929- Ibid, xiv, 220. 

4. Cayley, I). M. : 1920. Grdnrs'. Chron. Ixviii, 158. 

5. Grove, \V. B. : 1937- Corlomyeetes, ii, 156, 286. 

6. 'ravel, C. : 1938- Ges. Hern. 1937. 

7. Wakefield, E. M. : 1918. Kttv Hull. 233. 


Leaf Spot of Dahlia, Entyloma dahliae Syd. 

Leaf spot or smut disease of dahlia was discovered on Dahlia variabi/is in 1911 
in Natal, South Africa 6 \ Since 1918 it has occurred rather frequently on the 
Continent “• *\ and appeared in Britain probably about 1927 By damaging 

the foliage, the disease greatly interferes with the normal development of the 
tubers 

The disease attacks the plants when they are more or less established, usually 
about flowering time, and is greatly encouraged in damp, shady positions, under 
which conditions it may assume epidemic proportions <5> . The lower leaves suffer 
most, while the upper may escape altogether Early symptoms consist of small 
flecks of a yellow-green colour (Fig. 397) traversing the whole thickness of the leaf, 
and as they increase in area (up to a quarter-, sometimes even three-quarter inch, 
in diameter) may remain circular or become angular in shape if they abut on the 
larger veins. The spots turn brown at the centre so that a 4 halo ’ effect is pro¬ 
duced around each area. Sometimes the browned necrotic centre drops out, 
leaving a ‘ shot-hole ’, but the halo still remains. New spots continue to be 
formed and may join together to develop into quite large areas of browned leaf 
surface ; if infection is severe, entire leaves shrivel and die, and sometimes there 
is considerable loss of foliage <J) . The petioles may also be affected, the spots here 
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being longer, of an oval shape, and 
not infrequently forming long stripes 
along the leaf stalks 

Leaf spot is caused by Entyloma 
dahliae <6> , one of the smut fungi (Title- 
liaceae). The fungus is confined to the 
leaves, occupying only the leaf spots and 
forming in the mesophyll of the affected 
parts a sparsely developed, slender my¬ 
celium. The life-history is very brief, 
for the hyphal cells early pass over to 
sporing, with the formation of chlamydo- 
spores. These are developed in the leaf 
tissue, in chains, and may be polygonal 
in shape from mutual pressure, or if they 
occur more or less isolated, somewhat 
spherical <» They are yellow to light 
brown, later becoming darker in colour 
and thick-walled, and measure, according to various authors, 11 to 17/x (average, 13-5/*) 

12 5 by i6^<»; or, 10 to i6 m <«>, in diameter. The spores germinate (at 22 0 C.) to produce 
a germ-tube (promycclium) which gives rise to a whorl of sub-branches, 5 or 6 in number; 
most of these branches grow out into thinner, thread-like hyphac which eventually 
produce sporidia. The latter arc narrow, needle-like, straight or slightly curved, non- 
septate, and measure from 45 to 75 /x (average, 61 /z) by 2/x < »‘. 

Under natural conditions the spores arc not released from the host but germ¬ 
inate in the leaf tissue, sending up the promycelia to the surface of the leaf to 
produce each about three or four sporidia. The chlamydospores probably remain 
dormant in leaf debris, or in the soil, until the next season, when under favourable 
conditions they are able to germinate and produce sporidia to start fresh infections. 
I’he disease is favoured by high humidities, late planting, and a deficiency of 
lime in the soil <«>. 



Fic. 397 —Smut of dahlia (Entyloma dahliae) 
(photo by Green, J. Roy. Hort. Soc., by 
permission of the Editor) 


/ 


»' 


' Cactus * dahlias are observed to be more susceptible to leaf-spot disease than j\ 
the ‘ pompon ’ types ; and while no varieties of Dahlia variabilis are known to 
be immune, those derived from Dahlia merckii arc resistant (s) . Spraying with 
Bordeaux mixture, 4 : 4 : 50, the first application being given early in August 
followed by a second, three days later, is recommended as a protection li K 


1. Arnaud, G. : 1925. Rev. Path. Veg. et Ent. Agric. xii, 263. 

2. Flachs, K. : 1927. Blumen- u. Pflanzenbau, xlii, 64. 

3. Green, D. E. : 1932. J. Roy. Hort. Soc. Ivii, 332. 

4. Pape, H.: 1926. Gartemvelt, xxx, 632 ; 666. 

5. Pethybridgc, G. H.: 1928. Grdnrs'. Chron. lxxxiv, 393. 

6. Sydow, H. : 1912. Ann. MycoL x, 36. 


Leaf Rot of Carnation, Ileteropatella valtellinensis (Trav.) Wollenw. 

Leaf rot of carnation, known in Germany since 1921 <2> , was found in England 
in 1927 on plants growing in the open near Brighton, Sussex (3> . 


-- 
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The disease is characterised by 
large, soft, greyish or brownish patches 
(Fig. 398), occurring near the base of 
the lamina in more or less transverse- 
bands up to 1 cm. wide, which show 
on both surfaces of the leat Some¬ 
times the leaves may be affected from 
the tips down, for about a third of 
their length, these parts being almost 
white in dry weather, the colour chang¬ 
ing to a grey brown under wet con¬ 
ditions. On leaves recently attacked, 
a zone of purple frequently occurs 
between the affected white and the 
healthy green part of the blade 1 '. The 
diseased portions of the leaves soon 
become withered and broken up. 
Similar symptoms may occur on the 
stems, Hower stalks, bracts, and sepals. 
If stock plants are badly diseased, diffi¬ 
culty may be found in getting suitable 
shoots for use as cuttings, since the 
leaves of the terminal rosette (' spike ') 
are also frequently attacked. The cen¬ 
tral leaves of the rosette may apparently 
become infected by contact and fric¬ 
tion with the surrounding diseased 
leaves ,J >. 

Leaf spot is caused by lleterofiatel/a 



A B C 

Pic;. y)S. Leaf rot of carnation (llctcrofuitella 
vallrUiHrnsis). A, lesion at base of leaf, under 
side. lesion half-way up. C, basal lemon, 
upper side of leaf (photo by Ware, (irdms. 
(ihrun .) 


valiellinensis , a member of the Fungi Im¬ 
perfect! «»»; this name now replaces PseiuhAiscosia Jianthi The spores are developed in 
two kinds of fructifications, acervuli and pycnidia (Fig. 399). I he accrvuli occur on the 
leaves and consist of small, raised pimples, originating beneath the cuticle ; they are disc¬ 
shaped, from 017 to 0 38 mm. in diameter, and break through the cuticle which then sur¬ 
rounds each pustule like a raised collar; the conidia are abstneted from simple or branched 
conidiophorcs 3 to 4/t wide. The conidia are oblong, mostly spindle-shaped, slightly 
curved like a sickle, thin-walled, colourless, mostly 2- to 3-septatc, somewhat constricted 
at the septa, tapering at the upper end into a long awl-shaped process, while the opposite 
lower and broader end is provided with a shorter thread-like tail or appendage. I he 
spores measure from 12 to 42 by 3-7 ; but without the apical process and tail, from 12 

to 24 /t long ; both these prolongations to the spores may sometimes be absent. I he 
pycnidia are later in appearing than the acervuli, on the lower, old or very rotten leaves. 
They are globose-depressed, from 0 25 to 0 5 mm. in diameter, and open irregularly ; 
the pycnos pores are extruded in dirty-white globules, and are very much the same in shape 
as the acervular spores ; without the prolongations they measure from 20 to 25 by 4 to 
b/i ; with, from 20 to 30/t in length In culture, conidia and pycnospores produce 
similar growths, consisting of somewhat pinkish, slimy masses of small, 1- to 2-septate 
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FlO. 3 99- —Heteropatella valul/incmis 4 

through the cuticle and thick-walled epidermis B seclimi of i * ho *™ K . ‘J* conidi * hreakin 
and thick-walled epidermis 'be' (x , «>) r c^niAU k f hc ? l,hy ,caf lowing cuticle * a 
(< 42 4 ) (after Salmon & W«c <&£'• n ch »"Ctcr,«tic appendage 

sporophorcs and young pvcnosDorcs F mot ' cr,,cal section of pycnidium. £ 

with probable appressoria. // P an abnormal PyCn . 0 f pore *- Rumination of the spores 
found in cultures { F-J x 640 7 ^ 0 ^ two appendages. J, primary spore. 

^ 040. ^ y. after liuddm & Wakefield, Tram. Brit. Mye. Sac.) 


to the stem '? 3VeS ,han ,He P ° in,S at " hich ,he - v are a,tached 

l eS s T ini ZlTJ^- nate e “ ily / r ° m any ° f Ihe constituent cells, to form a colour- 
turcs and nrnd ,Um ‘ ^ J SCaSC ‘ S &voured b V dampness and low tempera- 
ur nr h/I ' 8 V'™' CC ' S ,owards ,he end ° f thc summer, continuing 
Growth s Lhli , , 3 PraC : ,Cally 'hroughou. the winter, after which the new 
fo the other h ,° b m nkCted - The fun 8 us «*«P« -he leaf from one side 
various Dhteesh , Chlefly ,he e P id crmal cells. Thereafter the hyphae collect at 
in turn »iv« tbe e P'dermis and cuticle to form a plectenchyma which, 

’ g es r,se to *he fructifications above mentioned. 

conditions" Wh ^ ^ by COrreCt culti ' ation and avoidance of stagnant 

r^movld Ld^ here ,h ^ d,sease has occurre d. all affected parts of plants should be 
remoted and destroyed. In some cases protection has been obtained by spraying 
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with Bordeaux mixture, but the results are not always encouraging, though rooted 
cuttings may be dipped in the mixture, or sprayed with it as a precaution before- 
planting. Careful inspection of the cuttings should be made during the season 
and those showing signs of disease should be destroyed n . 


> 1. Buddin, W., and Wakefield, E. M.: 1929- Tram. Brit. A lye. Soc. xiv, 215. 

2. Hostermann, G.. and Laubcrt. R. : 1921. Gartennelt. xxv. 65. 

3. Salmon, E. S., and Ware, W. M.: 1927- Grdnrt'. Chron. Ixxxi. 196. 

4. Schmidt, H. : 1936. Kranhe Pflanze, xiii, 49 - 

5. Wollenweber, H. : 1931. Zeitschr.f. Parasitenk. in, 499 - 


Rose Mildew, Sphaerotheca pannosa (Wallr.) Lev. 

Rose mildew is rarely absent from greenhouse or garden during the growing 
season. This very common disease of all kinds of roses was first discovered in 


1819 in Germany <2, \ and is prevalent 
throughout Europe, America, and 
Australia 7 - "• ,9) . 

The disease first appears on young 
leaves and shoots as grey or white spots 
which soon spread until entire leaves, 
long stretches of stems, buds, and even 
the basal parts of prickles become 
more or less covered with the white 
powdery spores of the mildew (Fig. 
400). In severe attacks growth may 
be checked, the plants remain stunted, 
the leaves curl, wither, and drop off, 
and buds smothered in mildew fail to 
open. Sepals and receptacles of flower 
buds are often covered with the fungus 
and sometimes the petals remain small 
and dry ,l0) . Mildew is rarely suffi¬ 
ciently serious to kill the plants, but 
its recurrence from season to season 
hinders normal development. 

Rose mildew is caused by Sphaerotheca 
pannosa ( Erysiphaceae ) '*• ,u , which is 
usually further designated as the variety 
rosae, to distinguish it from another form, 
persicae, which attacks almonds, apricots, 
and peaches ,Xi> . S. pannosa is the species 
which causes the disease in Europe ; in 
the United States, S. hamuli is also said 
to attack roses, but others have found 
only S. pannosa ,,0 • ,4> . From the super¬ 
ficial mycelium, which forms haustoria 



Fig. 400.—Rose mildew (Sphaerotheca pannosa). 
The whitish conidial pustules on stem, leaves, 
and fruits 
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in the epidermis, erect conidiophores cut off from 6 to 8 elliptical or barrel-shaped 
conidia, 22 92 to 28 68 by 13 63 to 15-8/1 (average, 25*5 by 14 3/1) <J) . The perithccia 
or cleistocarps are found on the leaves, petioles, stems, and around the bases of thorns, 
embedded in the ‘ pannose ’ or felted patches of persistent mycelium, and are usually 
to be found mostly on the petiole and at the back of the midrib. They are globose to 
pyriform, 85 to 120/1 in diameter; appendages, few or absent, are short, tortuous, * 
pale brown and septate; the single ascus is broadly oblong to globose, 88 to 115/1, 
averaging 100 by 60 to 75/1, 8-spored ; ascospores measure from 20 to 27 by 12 to 
15 /i <l7> . 

After their separation from the host the conidia are very sensitive to environ¬ 
mental conditions ,8 > ,0) ; they are not adapted for long survival and lose their 
germinative capacity in less than 24 hours (6 >. They are wind-borne and are, no 
doubt, dispersed for short distances, but appear not to be adapted to withstand 
extreme temperatures and humidities (,0) . During mild winters conidia are 
probably enabled to survive in sheltered places in the open, or on protected plants 
in the greenhouse, and together with the ascospores from over-wintered clcisto- 
carps, bring about fresh infections in the spring. There is no substantial evidence 
that mildew of roses is able to tide the winter in the form of a resting mycelium on 
the host, but is believed to survive sometimes during the winter out of doors, 
protected in the buds <,4) . 

The conidia may germinate on cither side of the young leaf, producing several 
germ-tubes, the whole giving the growing spore a cruciform appearance. The 
superficial mycelium forms dense white satiny patches of interwoven hyphae 
which arc thick-walled (6/1), refractive, and somewhat rigid. Later the colour 
becomes grey, dingy-buff, or rarely pale brown (4 \ 

Mildew appears to break out under most diverse conditions of the environment. / 
If warm muggy weather occurs in late spring or early summer, the disease may 
develop rapidly uo) , but it varies considerably in intensity from season to season, 
and is often severe during a dry summer ,7> . The conditions under which the 
conidia and ascospores germinate and attack the host are not fully known. These 
conditions are probably of the same order as have been elucidated in connection / ^ 
with the germination of the spores causing potato blight (p. 520) or those of white 
rust of crucifers (p. 637). (Conidia (sporangia) of potato blight, collected from 
leaves of very high water content, in a saturated atmosphere, failed to germinate 
immediately after removal, but did so when gathered after the water content of 
the host tissues had been reduced by exposure to dry air <l3 ’.) At 21 0 C., a tempera¬ 
ture favourable to the germination of the conidia of rose mildew, the effect on 
germination was found to be determined largely by the moisture content of the 
air ; immersed in or floating on water the conidia germinated poorly, but at 80 and 
90 per cent, relative humidity, at the same temperature, germination reached a 
high proportion. A high degree of germination appears, therefore, to be a matter 
of relative humidity not only of the atmosphere l* 01 but also of proper humidity 
relations between the infective spores and the host cells attacked by them. 

Good control over rose mildew may be obtained by spraying with copper . 
oxychloride in oil (‘ Bouisol * plus white-oil emulsion), used at a dilution of 1 oz. 
in 5 pints of water, applied towards the end of June ; if severe, applications may 
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be repeated at 3 weeks' intervals "• *• '*■ ,g >. Liver of sulphur and lime sulphur 

may also be used on roses in the open “• '*». but is inclined to leave a depos.t on 
the foliage and has a tendency to harden young growth under glass especially 
if soap is used as an adhesive “>. Under greenhouse conditions in New York 

wettable sulphurs afforded good control and proved superior to copper fungicides . 
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Black Spot of Rose, Diplocarpon rosae Wolf 

Black blotches familiar on the leaves of rose trees impair ‘^vigour and in 
severe attacks bring about extensive defoliation of the bushes Wh.le the spo • 
occur but very rarely on the blooms themselves (big. 401, msets), yet their recur¬ 
rence on the green leaves from season to season renders the provision of food 
reserves in the perennial tissues inadequate, in consequence of uh.ch affected 
trees make poor growth and the blossoms dwindle every year in number and 
quality. The disease attacks all varieties of roses, under glass and in the open, 
and while some varieties may, in one locality or another, or m different year 
show some degree of resistance, no variety is, so far, known to be immune from it 
under all conditions <>• ’•The disease is very common in Europe and America , 
it occurred first in Italy in t82 4 , and appeared in the United States in 1887 

it is prevalent also in Australia ,g) . .... c T 

In Britain the disease breaks out usually about the m.ddle of June as sma 1 
brownish-black spots on the upper, sometimes on the lower surface of the leaves, 
and the spots may either be distinctly round or more frequently furnished with a 
radiating fringe-like margin showing through under the cuticle (F,g 4 °. a). 
Individual spots often reach a diameter of I cm., and in heavy infections extensive 
areas of the leaves may be blackened and killed from the accumulation of fresh, 
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401 lilutk spot o| r<m {Difi/war/Hot route). A. ihc disease on a lea Hit. and (insets) on the 
flower*. H. a severe, diffuse type of infection (photos by Cirven. J. Hoy. Ilnrt. Soc.) 


secondary infections (Fig. 40. 11), so that by about the middle of August affected 
bushes often look very bare from loss of leaves. In consequence of premature 
defoliation, buds which normally remain dormant until the following season are 
stimulated to grow during the current season to make good the loss and, In- 
opening late, cause a considerable drain on the already depleted reserves of the 

. 1 1*1 * so that the weakened trees fail cntirelv 

to flower in the following season '«• •*'. Tiny lesions, easily overlooked, also occur 
on the stems and, when sporulating, they serve to propagate the disease «'• 

black-spot disease of roses is caused by the Ascomycete Diphcarpon route 
(I erisporiales) ; the ascigerous stage was discovered by Wolf in 1910 in the 
. nited States, on over-wintered leaves, but it is not common (it has not been 
ouml in Hritain) and the fungus is more familiar under the old name .id inane mu 
losat given to the parasitic stage, which is mainly responsible for spreading the 
disease ' m . It grows slowly and loses pathogenicity in pure culture 

I he fungus has three types of reproductive structures : the summer acervuli 
containing conidia of the Actinoncma stage, on leaves and voting shoots ; sperm- 
agonia, on older leaves, in association with the ascigerous stage; and the cleisto- 
carpic Diplocarpon stage, on over-wintered leaves. All three fructifications arc- 
developed between cuticle and epidermis and appear as tinv raised specks within the 
blackened areas, especially towards the fibrillar margin of the spots. File conidia 
are hyaline, oval to elliptical, bicellular, and constricted at the septum, the cells 
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sometimes breaking apart at the septum to function as separate spores ; typical 
conidia measure from 18 to 25 by 5 to 6 ,x "*>. The tiny spermagon.a contain 
myriads of bacilliform spermatia 2 to 3 p long, and sometimes typical b.cellular 
conidia in addition to spermatia <*>. Cleistocarps, on dead leaves, sunk deep 
into the tissues, are spherical to disciform, ioo to 250 fi in diameter ; the asci 
are oblong or sub-clavate, 70 to 80 by 15 /*. and are interspersed with capitate, 
septated paraphyses ; the ascospores closely approximate the conidia in dimen¬ 
sions, from 20 to 25 by 5 to 6 n, and vary considerably m shape, but arc hyaline 
and bicellular like the conidia ; the cleistocarps open at the top in a stellate manner 
and the ascospores are exuded in viscid masses <•*». Fructifications resembling 
the cleistocarps, and arising, like them, deep within the leaf tissues, but con¬ 
taining conidia in place of, and identical in dimensions with, the ascospores and 
discharged to the surface in the same way, have also been found «\ 1 hesc 
differences in the contents of the deep-seated fructifications, observed by dif¬ 
ferent authors U. s. is), are explained on the hypothesis that the true cleistocarps arc 
developed following an act of fertilisation in which the spermatia take part, and 
that in the absence of spermatia, or failure to effect fertilisation, cleistocarp.c 

initials passover to the production of pycnidia <4) - . 

The mode of survival of the fungus and provision for future infections depend 
largely on locality and environment, and while cleistocarps containing ascospores 
may be the means of carrying the fungus through the winter in some areas, in 
Britain and other places where cleistocarps have not been found, infections in all 
probability are provided by conidia which develop on infected leaves that persist 
on the trees or on the ground throughout the winter. But another and important 
source of infection, discovered in England, is the development late in the season of 
conidial accrvuli on the young wood <•>. Such accrvuli, with unbroken cuticle and 
conidia below, have been found during January and February ; they remain thus 
protected throughout the winter until the spring, and the spores are dispersed at the 
time when the buds arc breaking into leaf <*>; but some varieties of roses appear to 
be more susceptible than others to the formation of these ovcr-w.nter.ng lesions on 
the young wood. It has been suggested that the disease may not always be carried 
over the winter on any part of the rose tree itself, and that possibly an intermediary 
plant may exist, but so far no such alternative host has been discovered In 
this connection it is significant to note, however, that in certain areas where the 
disease is not common it does not appear to spread, and even when introduced 
into the neighbourhood soon apparently dies out, possibly from the absence of a 

carrier host . 

Both conidia and ascospores are probably dissem.natcd when the trees are 
splashed with rain, and perhaps by insects, for the viscid nature of the spore 
exudate, in both cases, precludes dispersal by wind. First s.gns of infection 
following inoculation of the leaves with either conidia or ascospores appear in 
about 10 days, and acervuli containing conidia arc developed 8 days later, but 
growth is much faster on young leaves than old. Penetration, direct through the 
cuticle, is favoured by temperatures from 20' to 26-5 C., and a humid atmosphere 
of 92 to 97 per cent, saturation. The germ-tubes form appressoria, and after 
passing between the epidermal cells the infection hyphae establish haustoria in 
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the epidermis before proceeding to ramify between the epidermis and the cuticle. 
Soon an appreciable patch of the leaf epidermis turns brown from the death of its 
cells and later turns black to form the familiar blotch (z - * 5 >. 

When acervuli or spermagonia are about to develop on the blackened areas, the 
spots become dotted over with small blisters due to the formation of conidia or 
spermatia from thin stromata of mycelium developed between cuticle and epidermis. 
In pustules, destined for over-wintering, which develop on the young wood late 
in the season, the mycelium is more or less confined to the cortex, and the stromata, 
which are somewhat thicker in this region than in the leaf spots, develop in the 
same way, between epidermis and cuticle, to form short conidiophores from which 
are developed conidia of the same type as those formed by the leaf acervuli, and they 
are liberated in the spring to collect in viscid masses on the surface of the twigs. 

Resistance to black spot appears to be a purely relative character, depending 
largely on locality and environment. In general, varieties of roses with thin 
leaves, e.g. Hybrid Juliet, a most susceptible variety, are very subject to black 
spot, while thicker and tougher-leaved kinds arc frequently found to be more 
resistant. Wichuraiana and Polyanthus roses withstand the disease well in 
England, but exhibit considerable seasonal variation in the severity of symptoms. 
In general, Tea, Hybrid 'lea, and Hybrid Perpetual roses differ greatly in resistant 
powers ; all bush roses are more or less liable, but in the United States, Wichuraiana 
types, Rugosa Hybrids, Pink Princess, and Moss Roses are rarely attacked (,,b - ,4) . 

The manner of dissemination of the spores by splashing of water indicates 
that great care should be exercised when the trees are watered or syringed. To 
prevent carrying the fungus over from old leaves and wood prunings, it is advisable 
to collect all such material for destruction by burning. As an additional precaution 
it is often the custom to remove a layer of the soil from infected beds in early 
winter, to ensure not only the complete removal of infected plant debris, but of 
any other form of the fungus that, so far as is known, may be capable of survival 
in the soil ,,3) . The disease can be kept well under control by fungicides. Bordeaux 
mixture, 4:4: 50, with saponin, 1 oz. per 50 gallons, as an adhesive, applied 
towards the end of June and repeated frequently at fortnightly intervals, gives 
good protection. An alternative method, which does not discolour the foliage, is 
to dust the leaves with a sulphur-copper dust, or a specially prepared sulphur, 
finely divided and dyed green (‘ pomogreen ’) in imitation of the natural foliage ; 
used with the addition of 10 per cent, lead arsenate, good results arc obtained, 
the plants blossom freely and defoliation is checked <7 - ,lal . A combined treat¬ 
ment, controlling ‘ red spider ’ as well as leaf blotch, consists of spraying with 
‘ selocidc ’ mixed with pyrethrum oil as a spreader, two or three applications being 
given at intervals of 7 or 10 days ‘‘o*. Potassic manures appeared to reduce the 
amount of leaf infection, but lime seemed to have no effect <l4a *. 
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Brown Canker of Rose, Cryptosporella umbrina (Jenk.) Jenk. & Wehmeyer 

Brown canker is prevalent on Tea. Hybrid Tea, and Hybrid Perpetual roses, 
in various parts of the United States and was recorded for the first time in 
Britain in 1931 to cause a wilting and die-back of roses ,s> - 

The disease attacks the stems, leaves, and flowers. I-rom June to August small 
lesions may be seen on the stems, at first purple, then turning white at the centre, 
and ultimately forming conspicuous buff-coloured cankers with a purple margin. 
The central, lighter part of the lesion becomes speckled with the ostioles of numer¬ 
ous pycnidia, and later, usually in circles surrounding the pycnidia, with the pro¬ 
truding beaks of pcrithccia. On the leaves, purplish spots arise which may remain 
so without further change or, like the cankers on the stem, the centre may turn 
white or a cinnamon-buff colour, and develop pycmdia ; leaf stalks and stipules 
may also become similarly spotted. On the petals, the spots arc of a cinnamon- 
buff colour and pycnidia may form on them as on the leaves, in well-defined con¬ 
centric circles, and these fructifications may be seen, too, m abundance on dead 
blossom and fruits (a) . 

The causal fungus is Cryptosporella umbrina, a member of the Sphacnales «»• 4> . The 
pycnidia arc sub-epidermal, sub-globose, thick-walled, irregularly ostio ate, uni ocu ar 
or chambered, 200 to 300 u in diameter ; pycnospores arc straight or slightly curved 
hyaline, 4 8 to 11*2 by 2 to 3-2 fx The perithccia, 100 to 290 fi in diameter, concentric¬ 
ally arranged around the pycnidia, arc immersed, globose, the beak 150 to 195/x long, 
scarcely projecting above the epidermis ; asci clavate, 30 to 50 by 6-4 to 8/z ; no para- 
physcs ; ascospores ellipsoid, hyaline or light-olivaceous, unicellular, measure from 8 
to 11*2 by 3-2 to 4 ft *'• J> . 

The mode of over-wintering of the fungus is not clearly known, but since 
perithecia may be found practically all the year round, the mycelium is probably 
perennial in the cankered wood. Primary infections in the early spring are due to 
ascospores which are dispersed by wind, splashing rain, insects, or conveyed on 
garden implements <«>. Infection probably occurs only through wounds in the 
bark, and buds are also liable to infection, but only if injured. Attacks from both 
pycnospores and ascospores require a high degree of humidity for successful 
infection. 

During the dormant period and again early in the spring, a spraying with 
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Bordeaux mixture may be given as a protection. All 
destroyed Careful watch should be made in the sprin 
tion, and these should be removed as thev are the 


A. E.: 1918. J. Agric. Res. xv, 59, 
• 931 - Ibid, xlii, 293. 

, 935- Phytopath, xxv, 886. 

and White. R. P. ; , 932 . Myologia 

L. : 1932. Trans. Brit. Mye. Soc. xv 


xxiv 


Stem and Graft Canker of Rose, /. 

I.cptospliacrui coniothyrium, besides 
roses 07. .a. ee attacks apple <' •blackb. 
described in this book in association 
Another affection of roses described in 1 
as brand canker, caused hv 
Coniothyrium ucmsdorffiae ’« 


cptosphaeria coniothyrium (Fuckel) Sacc. 

causing cankers on stems and stocks of 
ry and willow <l - , > and has already been 
ith a blight of raspberry canes (p. 804). 
irope <v - ,u ’and the United States (b - 7 * '*• w 
-j -i its pycnidial form, 

stem 


a related fungus known only in 

s symptoms very similar to those of 

and graft canker, but is ap¬ 
parently confined to roses and 
does not occur in IJritain <20>221 . 
Some authors however, 
do not recognise these diseases 
jjf as being separate nor the 

organisms causing them as 
distinct species, but recent 
work ' 2I - 12 ’ (despite the ad- 
Qy mittedly wide polymorphism 

. of Coniothyrium fuchc/ii, the 

pycnidial form of L. conio¬ 
thyrium) maintains a separate 
identity for brand canker 

t caused by C. xvcrnsdorffittc. 

Young lesions of stem 
canker (Fig. 402) appear on 
the one-year-old green wood 

■ as more or less confluent red- 
brown to purplish spots on 
the bark, in any parts, irre¬ 
spective of the position of 
branches, thorns, or buds. 
The pycnidial fructifications 
in these regions ultimately 
q break through to liberate 

. sootv masses of spores, and 
iothyrium) w,lh ,he progressive rupture 
of the bark deep fissures or 
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cankers develop on the shoots <*>. In the case of graft cankers (Fig. 402 a), the colour 
is darker brown than that of stem cankers, varying from cinnamon brown at the 
centre to hazel or auburn at the margin, and here, again, the sooty spore masses 
break through from the erumpcnt pustules, and with repeated attempts at healing 
of the cankers by callus formation, the affected parts gradually become girdled 
with large warts and finally die (,6 >. Graft canker of roses (long associated with 
another species of Coniothyrium , C. rosarum **>, now believed to be synonymous 
with C. fuckelii) results from various causes, such as an infected condition of the 
stock before grafting or budding, or the presence of spores at points where grafting 
has been imperfectly performed, or through the separation of the bud by drying, 
or by infection of the top of the stock left as a support for the growing scion <*». 

The pycnidial stage, C. fuckelii, is much more prevalent than the perfect ascigcrous 
stage, L. coniothyrium. The pycnidia are 180 to 200/x in diameter, ostiolatc ; conidio- 
phorcs are barely perceptible and the pycnospores appear to arise by budding of the cells 
lining the loculus ; the globose or slightly elliptical, olivaceous spores are exuded in 
gelatinous masses, and measure from 24 to 5 by 2 to 3 5 /x. The organism in culture is 
polymorphic, giving first a yeast-like form of short chains or glomerules composed of 
simple or septate cells, and these, in transfers, yield a mycelium which gives rise to the 
characteristic pycnidia <•»*. The pcrithccia of L. coniothyrium have already been 
described (p. 804). The minimum temperature for growth is i°, the optimum between 
25° and 26°, and the maximum between 32 0 and 35 0 C.‘»*. The production of fructifica¬ 
tions appears to depend on the strains used and the age of the culture, and there are 
apparently some strains of C. fuckelii which sporulate abundantly while others yield only 
sterile mycelium 

Infections by spores from cankers, dispersed in splashing rain-drops, take place 
through wounds caused possibly through broken prickles, or by friction between 
the shoots, or by hailstones <* 6 \ or insects. The mycelium is apparently capable 
of wintering on stubs left on the plants after pruning (pycnidia have been found 
to develop close to the pruned cuts), or in pieces of diseased stem on the ground Ul 

Spraying of the bushes is of little avail against canker. All diseased parts 
should be cut away at the base and burned. Graft-work should be done carefully, 
the scion being cut so as to avoid leaving a stub above the node and the joint 
covered over with wax 
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Rose Rust, Phragmidium mucronatum (Pers.) Schlecht 

Rust of rose trees, caused by Phragmidium mucronatum , is common everywhere 
on wild and cultivated roses. In Britain it appears to be somewhat localised, but 
in some areas has proved to be rather troublesome (l) , especially on stocks grown 
for grafting, and when severe there is a decided check to growth as a result of 
premature defoliation <4 - 8 - ,0 *. 

Rose rust pursues its complete life-history on the one host, and is therefore 
autoecious. Uredosori and teleutosori develop on the leaves, and accidiospores, 
in caeomata, may be found on buds, stems, leaves, petioles, and fruits, but occur 
most commonly on the stems. Infected branches may become hypertrophied 
and deformed, and on the stocks histoid galls (p. 194) may develop 

The uredosori may first be seen in June on the under side of the leaves as small yellow 
pustules, somewhat localised, and surrounded by a circle of clavate hairs ; the uredosporcs 
arc ovate or ellipsoid, yellow, cchinulatc, 21 to 28 by 14 to 20 fi, with numerous germ- 
pores. 

The telcutospores arise usually in the same sori as uredosporcs in late summer or 
autumn ; they are black, bulbous, and furnished with long stalks, 70 to 80 by 15 p, 
septated into 6 to 8, rarely 5 or 9 cells, the terminal cell being furnished with a pointed 
papilla ; the spores measure from 65 to 120 by 30 to 45 fi. The telcutospores will only 
germinate after a period of rest and freezing, and most attempts to produce infection 
with them have failed >• ,0 >. 

The caeomata may occur singly or joined together, and break through the covering 
epidermis, exposing a sorus of hright-orange ^ccidospores in short chains ; the spores are 
vcrrucose, orange-yellow, 24 to 28 by 18 to 21 /x ; spermagonia are produced on the upper 
side of the leaf. t 

Though experiments to bring about infection with teleutospores have failed 
in England, yet these spores have been seen adhering to the stems of rose bushes 
and may persist in cracks in the bark or between bud-scales, and it is not im¬ 
probable that under certain undetermined conditions they may cause infec¬ 
tion <l0) , as they have recently been observed to do in California, the sporidia 
producing caeomatal lesions on both leaves and young stems, while uredosporcs 
caused only leaf infections i2a) . But aecidiosporcs and uredospores infect readily 
if the leaves are thoroughly wetted ; the latter do not survive long in localities 
of cold winters or high summer temperatures, but survive to cause fresh infec¬ 
tions in places where the temperature is uniformly favourable, with adequate 
rainfall for the spread of infection ,2b) . Strong light apparently depresses the 
rate of uredospor.c germination (2C) . Caeomata have been found to develop m ^ 
successive years on the same branch lesion, showing that the mycelium had sur¬ 
vived within the host for at least two years. Aecidiospores continue to be formed 
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for some weeks and caeomata have been found as early as March, a further proof 
of their development from a perennating mycelium. There is some evidence, 
too, of bud infection, no doubt by transmission from the stem, but infection is 
believed not to be systemic and there is no proof of direct migration of the fungus 
from an infected stock to the graft 

Temperatures between 60 and 70° F„ with sustained moist conditions, such 
as heavy dew formation, are necessary for infection with uredospores. 

There are apparently no morphological differences between uredospores 
isolated from different sources, but some constant variations have been observe 
in different collections of teleutospores, some strains showing 6 -celled spores in 
abundance while others showed 7- or 8 -cellcd types, and some strains of the 
fungus are apparently less susceptible to fungicidal action than others • • 

Since the fungus'is carried over mainly through a perennating mycelium pro¬ 
ducing caeomata, all stems showing these fructifications should be cut out as soon 
as observed "<■> and all leaves and cuttings should be collected and dcstro>cd 
Good control mav be obtained by spraying the bushes in spring and autumn with 
lime sulphur, or 2 per cent. Bordeaux mixture, or 2 to 8 per cent, carbohneu 
and periodical summer treatments may be given with 1 per cent. Bordeaux 
Burgundv mixture Colloidal sulphur, with soft soap, also gives good control 
(1 fluid oz. 1 sulsol ’ and J oz. soap per gallon) 1 -iming and app .cationsi of 
potassium sulphate and magnesia to the soil are reported to afford increased 
resistance to the rust <5 '. 

1. Bewley, W. F.. ft al .: 1935- *<pt. Ex />. Res. Sim. Chcshunt, «93 A, 5«- 

2. — 1938. Sci. Hortic. vi, 98. 

2 a. Cochrane, V. W. : .945. Corn’ll Agnc. Exp. Am. Mem. 268. 

2 b. — 1946. Amer. Rost Ann. 131. 

2 c. — 1945. Phytopath. xxxv. 458. 

3. Grove, W. B. : 1913- British Rust Fungi, 293- 

4. McAlpinc, D. : 1906. Rusts of Austral,a, 188. 

r Mehlisch K. : 1935. Blumen- u. PjlBau. ter. GartfnKflt,xxxix, 402* 

6 . Musk". A E.. and Tavlor. J. C.: ,9 33 . J■ Min. A K ri, N. Ireland, w. 62. 

7. Pape, H. : 1938. Rosenjahrh. li, 56. 

8. Plowright, C. B. : i88«>. Vredineat, 224. . „ 

9. Williams, P. II. : 1936- Bpt. Exp. Res. Stn. Cheshunt, 1935. 37- 

,0. — 1938. Ann. App. Biol, xxv, 730. 

11. Wcnzl, H. : 1936. Zeitschr. Pfianztnhr. xlvi, 204. 


White Mould of Narcissus, Ramularia vallisumbrosae Cav. 

This disease is common on various kinds of narcissus cultivated in the open 
in districts of high spring rainfall and humidity, such as the Isles of bally. Cornwall, 
and Devon. It has been closely investigated by Gregory, in south-west England, 
where it has been reported to assume epidemic proportions "• ’ - The disease, 
first described in 1899 in Italy «», was observed in England in .906 .and 
recognised in .9.2 as being the same as the Italian disease caused by Ramularia 
vallisumbrosae «>. It also occurs in France and a severe outbreak of the trouble 
in the United States in 1930 was reported in Oregon l9) . 

Considerable losses ensue when the blooms arc marred by blemishes of spore 
infections, and flower stalks of the variety Narcissus poeticus are sometimes rotted 
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by this disease. By attacking the foliage 
leaves and causing premature destruc¬ 
tion of leaf tissues, the fungus prevents 
the developing bulbs from obtaining 
adequate provision of food reserves, so 
that only weakly bulbs are produced. 

White mould, like other diseases 
affecting narcissus, is not usually severe 
in the first year of planting, but be¬ 
comes aggressive in the second and 
third flowering seasons. First signs 
of the mould arc manifest when the 
young leaves are about three or four 
inches above the ground, the two 
Protecting sheathing leaves being un¬ 
affected. At this time small, sunken 
grey streaks may be seen near the tips 
of the leaves, facing the outside. As 
the streaks enlarge, yellowish-brown 

_necrotic spots appear on them and 

Fio. 4 oi.—White tin .a n „__* . l bcse become covered with a dense 

raiUiumbrnsar) (photo by C, T v K o^y ,,, T^ / m , ,a -’ Cr ,)uff to chalkv-whitc COIlidia 

,inL :iye - - Vw > ’ arising in tufts or sporodochia (Fig. 

thi* 1 • , , , 4 °j)* * n somc varieties of the host 

agL' a straw ell * 1 ^ dark -S rcc " band, and outside this 

Z Teaf mav 'h ,r f' r '„"u" Ch fadcs ^perceptibly into the natural green of 

He leaf mat be detected. \\ hen secondary infections develop the parts of the 

undcTdamn 7; “ "''!/!? “ ,h k Cr lcavc * and .stalks, also become affected 

l eednnit7 ? °T "“ h ,hc advancc <*f »>e- season, when the leaves are 

n the old r 7 K P °.7 0r "’ J ' ion ' S abou ' ovcr - '’lack sclerotia develop 

u. rou i , 7 , d 7 ntt SI, ° ri,, K lcsi °" s The sclerotia are especially 

sclv ! T 7 l,m,,S of ,he sporing areas and somewhat more 
sparse!) developed over the remainder of the withered leaf. 

I,, 77 ; ""'7 di T Se ' COnfincd '° nartissus ' by a member of the Fungi 

( Znt II haS r", Var,OUsl> ' ,,amcd Bomu/aria falliwmbrosac, R. nanissi, and 
devel. n' "r T 1 ’7 las, , n . ame bcin * probabl > a synonym. The nature and mode of 
_ Tin t , m H, ' a e " dies in thc lif< -" bis ""y of this organism would seem .0 
bin 1IT Tk 7 " Per ! th l ec,al ‘“"nation, but so far no ascigerous fructification has 

ar si i e ' 7 KUS ,S h f lghlV PO,Vrn ° r I ,hic Raptor I, p. 5,), and during its 

1 aras,„e career produces no fewer than three kinds of cunidia, namely scolecosporcs, 

phragmosporcs a nd amerosporcs, corresponding to thc ■ fu,n, gccra’. Ramuh.iu. 

betT7„ ' a " """ , (l ' ,g 4 °+ ) - No rcal demarcation, however, can be recognised 

between one spore type and another 6 

Penetration of the leaf by any of the conidial forms is stomatal. The infection 
bxpha, which swells slightly in the sub-stomatal space, develops a branching 
m)celium which extends between the cells of the mesophvll from one side of the 
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leaf to the other, without, however, penetrating the vascular system. The yellow 
zone of discoloration seen on the leaf surface following infection, occurs somewhat 
beyond the limits of the internal mycelium, but it is not long before the palisade 
cells contract and collapse, and near the edge of the affected area the radial walls 
of the epidermal cells also give way, collapsing on the disintegrated mesophyll 
below. Only in the collapsed epidermal cells does the fungus become intracellular 
and within these cells the sclerotia develop later. The mycelium in other parts of 
the leaf aggregates chiefly in the form of plates between the epidermis and the 
mesophyll, and it is from these plates that individual hyphae arise, which by in¬ 
sinuating themselves between epidermal cells come into contact with the cuticle, 
under which they finally develop sporodochia. 



Fic. 404 .—Ramularia vallisumbrosae. A, scciion of sporodochium developing beneath cuticle 
covering the guard cells of a stoma on lower surface of leaf. D, development of amerospores 
in a hanging-drop, b, 24 hours after a ; C, phragmospores, and possibly, scolecospores. D, 
conidia from leaf spots. E, immersed sclerotia beneath leaf cuticle. F, section of leaf showing 
dark, thickened hyphae connecting sclerotium with rest of mycelium in leaf. G, section of 
sclcrotium in dormant condition of aestivation. //, scolecospores produced on conidiophores 
in neck of a sprouting sclerotium. J, sclerotium after 36 hours' incubation. K, after 48 hours’ 
incubation, showing mass of conidiophores and conidia. L, geniculate conidiophores and conidia 
from sprouting sclerotia (after Gregory, Tram. Brit. Myc. Soc.) 
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A sporodochium (Fig. 404 a) begins as a single hypha under the cuticle. After 
spreading laterally between the cuticle and the outer cellulose wall of the epidermis, 
the hypha produces a number of swollen vertical branches which lift the cuticle 
from the epidermis, the process of separation being entirely a mechanical one. 
Rupture of the cuticle is finally effected by the elongation of the vertical hyphae, 
and by further growth of the hyphae at the base of the sporodochium a plectenchyma 
is formed. Neighbouring sporodochia may link up by extension of marginal 
growth and in this way large areas of the leaf may become covered with spores. 

As above stated, the spores that may develop on a sporodochium are very 
variable, even on different parts of the same leaf, and no precise dimensions can 
ho given for any of them. I he factors which appear to favour the production of 
one type of spore in preference to another are not known, but the observation that 
scolecospores are almost the only kind to develop in the early months of the year 
may possibly be accounted for by the effect of lower temperature or differences 
in nutrition ; relative humidity may also be a controlling factor. 

The sporodochia arise mostly on the primary lesions. The closely packed, vertically 
arranged hyphae ol the young sporodochium constitute the simple conidiophores whose 
d.sta parts arc transformed into conidia. When a sporogenous hypha has reached a 
length of 40 to 100/i, the distal part is cut off from the basal portion and the terminal 
portion is detached as a scolecospore. The scolecospores measure from 40 to 95 n in 
length, being from 2 5 to 3-5/1 wide at the base, but often tapering to 2 /1 across at 
the apex ; they arc from 3- to 7-septate (Fig. 404 it). The scolecospores appear to be the 
normal and most highly developed of the conidial types found on infected leaves in the 
field. I he phragmospores (Fig. 404 c) similarly cut off from the tips of the hyphae 
projecting from the sporodochium arc shorter than the scolecospores, so that after these 
spores have been dispersed the conidiophores project somewhat beyond the leaf surface 
and often radiate at various angles. Phragmospores may occasionally be produced in 
chains, a second conidium being formed from the apex of the first, a feature which has not 
been observed with scolecospore formation. According probably to the available food 
the same conidiophore which has at one stage produced scolecospores may at another 
time develop phragmospores. Amerospores (Fig. 404 n) are the type least often observed 
and appear to be developed only under exceptionally moist conditions ; they are non- 
septate conidia, measuring from 3 to xo by 3 to 4 /z, and may develop in acropetal 
succession so that chains of conidia of an Ovularia -type are formed. 

The sclerotia (Fig. 404 f-l), first discovered in 1926 (l *, follow the sporodochia 
in the same lesions, during May and June, as the leaves wither. A sclcrotium 
begins as a small knot of hyphae within an epidermal cell, and soon develops into 
a mass of pseudoparenchyma rich in fat reserves ; the peripheral layers eventually 
turn black, forming a carbonaceous rind. By the development of a neck these 
sclerotial bodies bear some resemblance to pycnidia or pcrithecia, and within the 
neck region a brush of hairs which develops in the spring gives rise to conidio¬ 
phores ; this is the stage reached by the sclerotia in June and is the condition 
whereby the fungus passes through the summer months, the dormant period. 

1 he sclerotia become rejuvenated, to produce conidia, during the middle of 
February , the period coinciding with the appearance of the first leaves above ground, 
and at this time primary infections take place. The conidia which develop within 
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the neck of the germinating sclerotia are of the scolecospore kind, but in the labora¬ 
tory phragmospores and amerospores may be produced by them, and may even 
predominate. The organism is carried over from one season to the next by means 
of sclerotia on old leaves lying on the soil, the conidia produced by them early in 
the year serving to infect the new leaves ; the bulbs do not appear to become 
affected. 

Inoculations performed with scolecospores on uninjured leaf tips in a moist 
atmosphere produced the characteristic white mould lesions in three to four weeks, 
these lesions being similar to those which resulted from infection with phragmo¬ 
spores ; the conidia on all the lesions were of the Ramularia (phragmospore and 
amerospore) type. Repeated experiments showed that the various forms of conidia 
from sporodochia and sclerotia all come within the life cycle of this one fungus, 
R. vallisumbrosae. 

White mould of narcissus may be kept under almost complete control by the 
application of 4 : 4 : 40, or 4 : 3 : 40 Bordeaux mixture, first treatment being given 
when the shoots are 4 to 6 inches high, with further applications at month y 
intervals. Since the decayed leaves harbour the resting sclerotia, these should 
be raked off and burned l7 - 8 \ 

1. Beaumont, A. : 1926. Rep. Dept. PI. Path. Seale Hayne Auric. Coll, ii, 1925. 23. 

2. Boucher, E. : 1901. Bull. Soc. Hot. Fr. xlviii. no. 

3. Cavara, F.: 1899. Rev. Mycol. xxi, 101. 

4. Chittenden, F. J.: 1906. Grdnrt'. Chton. xxxix, 277- 

5. — 1912. J. Roy. Hort. Soc. xxxvii. 544 - 

6. CrcRory, P. H.: 1936. J- •'//«/*. Auric, xliii, 544 - 

7. _ , 939 . Trans. Brit. Myc. Soc. xxm, 24. 

8. — 1940. Ann. App. Biol, xxvii. 338. 

9. McWhorter, F. P.: 1931- HI. Dis. Rpt. xv, 3. 


Shanking of Tulip, Phytophthora cryptooea Pethybr. & Laff. & 
Phytophthora erythroseptica Pethybr. 

Shanking disease of tulips, so called because it attacks the basal part of the 
flower stalk, was first discovered in Britain in 1928, and has not been recorded, so 

far, outside this country <u) . ... 

It occurs on forced, glasshouse tulips and does not ordinarily attack the bulbs 
in the open, probably because of the lower temperatures. Enormous losses are 
often incurred by commercial growers and entire houses of several thousand bulbs 
may be ruined by this disease. 

Suspicion of the trouble is first aroused when the growing plants, to all appear¬ 
ances a healthy crop, are slow in producing blossom. In other cases, when flower 
buds have appeared, they either fail to open or soon perish after partially opening, 
the stalks drooping over because of contraction or wrinkling of the tissues at the 
base (Fig. 405). But ‘ shanking * is not the only symptom of the trouble and closer 
examination of the beds may reveal gaps or misses indicating complete failure of 
the bulbs to grow, or other bulbs may produce only short young shoots which can 
be twisted out readily from the bulbs because of the rot at the base. Diseased 
plants also frequently show a tinge of red colour at the tips of some of the leaves, 
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followed by the usual symptoms of 
shanking. When affected bulbs are 
lifted most of the roots are yellow and 
dead from the tips up, and with the 
access of secondary organisms the dead 
root stumps turn a dark-brown colour. 
Cutting the bulb in half will show 
much discoloration in the flattened 
disc plate as well as in the base of the 
flower stalk, and sometimes, but not 
commonly, the discoloration may ex¬ 
tend into the bases of the scale leaves. 
Hut quite often, though the base of 
the flowering shoot may be completely 
rotted, the scales escape the rot en¬ 
tirely, and such bulbs may actually 
yield a number of bulbils which may 
or may not become infected from the 
parent bulb 

Shanking is caused by two species 
of Phyfop/ithora, namely 1 \ cryptogca 
(already described in connection with a 


405. Shank mu of tulip (Phytoph thorn cry - 
®nd Phylophthora crythruuptica.) . /. 
tulip with shrivelled (lower and poorly de¬ 
veloped, fading foliage ; the bulb is cut to 
show the rotting of the basal plate. H, bulb 
planted in contaminated soil, showing pro¬ 
gress of the rot from the roots into the (lower¬ 
ing shoot, but the old bulb scales are not 
attacked (photos by Huddin. .bin. .//»/> 
/*/«/.) 
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spread was comparatively slow, but the trouble may be carried over in any way 
that ensures retention of contaminated soil, such as using dirty boxes in which 
clods of soil had collected from diseased bulbs. 

Infections by the organisms, acting separately or together, follow much on 
the same lines, and presumably from the germination of the resting oospores in 
the soil the first parts to be attacked are the roots. Starting at the root tips, in¬ 
fection spreads into the stem disc and up the flowering stem, but extension into 
the neck is only for about a distance of an inch or so, and only at an advanced 
stage of the disease, if at all, do the scale leaves become infected. Entry into 
the bulb may also be made through wounds but there is no evidence that direct 
infection can occur through the shoot above the neck of the bulb. A temperature 
of 25 0 to 27-5° C. is most favourable to the progress of the disease. 

Most of the popular varieties of tulips are susceptible to the disease, W illiam 
Pitt and William Copeland being particularly so, followed closely by Rose Cope¬ 
land and Bartigon ; Pride of Haarlem and Madam Krelage are less susceptible, 
while Clara Butt is relatively resistant. The varieties Vermilion Brilliant, White 
Swan, White Hawk, Double Early 'Pea Rose, are all susceptible single varieties. 
The out-of-door May-flowering cottage tulip Inglescombe Yellow is very 
resistant. 

To check the trouble, diseased bulbs should be removed and destroyed. 
About a fortnight before planting, the soil should be treated with a 2 per cent, 
solution of formalin. The temperature of the glasshouse should be kept as low as 
possible without injury to the plants and too great humidity should be avoided (zl . 

1. Buddin, VV. : 1938. Ann. App. Biol, xxv, 705. 

2. Foistcr, C. E.: 1930. Grdnrs*. Chron. lxxxvii, 171. 

3. Moore, W. C\, and Buddin. W.: 1937 - •'*PP • Biol, xxiv, 752. 

4. — 1939. Minis. Agric. Bull. 117. 31. 

5. Pethybridge, G. H., and LafTcrty, H. A.: i 9 « 9 - Sei. Proc. Dub. Soe. xv, 487. 


Tulip Fire, Botrytis tulipae Lind 

This disease is very common on cultivated tulips and it also attacks the wild 
species Tulipa sylvestris , but no other plant. ‘ Tulip fire * has been known for 
over a century but it was not until 1888 that it was first described, in Italy 15 
Its occurrence in England was noted in the same year, (l6) , and again in 1900 in 
Herefordshire (4> . It was found in America in 1902, on material believed to have 
been imported from Holland The disease now occurs extensively in the 
United States, Canada, and throughout Europe. 

In some years the trouble is accountable for heavy losses in the tulip industry ; 
in 1927 and 1928 fire blight was so severe in West Cornwall that the growers were 
unable to market the bloom (i) . The disease affects the leaves and bulbs as well 
as the flowers ; the bulbs fail to fill out owing to impoverishment of the leaves, 
and in severe attacks gaps in the beds indicate complete destruction of bulbs 
below ground. 

A cold, wet spring is generally regarded as being favourable to the disease and 
epidemics are encouraged during periods of high rainfall. 


SELECTED DISEASES 


PT. II 


8 72 


The fungus causing tulip 
fire was first named Sclero- 
hutn tulipae owing to the 
prominence of black sclerotia 
on the bulbs, but on the 
discovery of a Botrytis- stage 
in the life-history the fun¬ 
gus was renamed Botrytis 
tulipae -o. •*>. The my¬ 
celium of B. tulipae often 
shows considerable anasto¬ 
moses and in the bulb scales 
the vascular bundles are 
markedly disrupted follow¬ 
ing infection. The conidio- 
phores arising directly from 
the mycelium are erect, 
brown, twisted at the base, 
and proliferate to form 
repeated crops of conidia 
which are liberated along 
with their sterigmata (Fig. 
408). The conidia are 
formed on the leaves, flowers, 
stalks, and capsules, hut 
never on the bulbs They 
are obovate, reddish brown 
in the mass, grey to hyaline 
singly, and fairly large, 

various authors. 12 to 24 bv 10 to . , , measurin K. according to 

Smaller •,,V * or : 10 !o '5 by 6to 9 ip'Ji ; or, 2 to 22 by 8 to 

conidiophorcs irisina J C ° n '\ ,a ' K ” >ost ‘* 3 /* diameter, occurring on special pcnicillate 
appcar > oni^ribiin?rti n 'T lh * are also found - Sclerotia 

iy* ,,SS ! ,es ,n ,hc hulh **les and base of ,he .lower stalk, but no. if 
im b~ u r - V! ? : - W-te-lr-c agar they develop after the mycelium 
small t to 2 ■ f " 111 surfjct : a < first white, sclerotia are finally black, rather 

? ae funeus tbrTve ?" mrtCr * " r clli P»cal in outline, flattened, often convex ». 

above 2 t*C • „ I V com P aral,vc, > low temperatures and sporulation docs not occur 
factor m infection " ,he lo " humidid « Prevailing arc probably a limiting 

and sham 1 fi «rh PP “ k ™ "' C green leavcs as K rc >. sunken spots of variable size 
Ihe centre ah.m T S “ rrounded b > a darker, water-soaked area, and towards 

ThesI orin W f a conidiophores with conidia are early produced (Figs. 4 ofi, 408). 
the wh£. T ? TT "e* weather. often uniting so as .0 cover 

blioh, r • ", ". ,I ' S and fina,l > appears as if scorched, hence the name ‘ fire 

1 , — |V T l,Cd ‘° ,he discase - In dry weather affected leaves are liable * 

,f th hr k ‘ ' ,p v' bccom,n K much lacerated bv wind action, and as anv 

broken parts may be covered with conidia when damp conditions return, 



Fin. 40ft. 
and bloc kin. 


Severely d,.eased leaves 
1 u * the conidial fructifications on leaf lesions 
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much infection is conveyed by wind to neighbouring plants and beds. If the 
lesions occur towards the base of the leaf stalk the lamina usually falls over and 

withers on the ground. . 

Conidia carried by wind or in rain-drops splashed from the primary fire lesions 
arc accountable for extensive secondary infections of near-by plants. I he leaves 
of plants secondarily infected do not, however, develop the large grey spots but 
merely become flecked with small, dry, slightly depressed spots of a yellow-white 
or greyish-white colour furnished with a border of darker green than the surround¬ 
ing tissues. Apparently there is so little mycelium in the leaf tissue below these 
small secondary spots that they do not appear to spread and they do not usually 
give rise to conidia, possibly because the mycelium below them has, through the 
action of some undetermined factor, been killed or checked in its growth. On 
very rare occasions, however, when these small spots have actually yielded conidia, 
sclerotia have been found to follow them, but only after the death of the leaves. 
On the blooms the symptoms resemble the fire lesions on the foliage, and the spots 
may occur on the unopened flower buds or on the expanded petals (I ig. 407 B)- 
The greyish lesions spread quickly and entire buds or flowers may be ruined in a 
short time. These lesions on the blooms sporulate so freely that affected flowers, 



Fio. 407.—Tulip lire (Botrytis luli/xie). 
Dillon Weston), li. blister spots 
Beaumont) 


«>n 


.-I, primary infection in variety William Pitt (photo by 
the bloom. C. bulb showing sclerotia (photos by 
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elevated on their stalks, are a 
prolific source of infection in the 
beds. Two other kinds of spots 
may also occur on the flowers. 
One, a small white spot type 
(producing a striking effect on 
red tulips), resembles somewhat 
the small blemishes of limited 
growth seen on the foliage leaves 
and, like them, remains small 
and non-sporulating : the second 
kind consists of larger, white, but 
spreading type of blister-like spots 
each surrounded by a raised, 
wrinkled margin (Fig. 407). In 
a damp atmosphere the blisters 
sporulatc freely and this serious 
phase of the disease accounts for 
very heavy losses in flowers packed 
in boxes for transit. Under such 
enclosed humid conditions, ideally 
maintained within the unexpanded 
blooms, the fungus spreads to the 
stamens and pistil, and in this way 
the young capsular fruits and even 
the seeds may become infected. 
On the flower stalks the lesions re¬ 
semble those on the foliage leaves 
but arc smaller and elongated, and 
towards the base of the stalk, that is, close to the bulb, the lesions may contain 
black sclcrotia. It appears that sclerotia arc very rarely found on decayed leaves 
in the field i3 \ 

On the bulbs themselves, the lesions arc confined mostly to the outermost 
scales. I he bulb lesions arc yellow or brown sunken areas containing a few or 
numerous sclerotia, which sometimes may be so abundant as to form a continuous 
crust covering the bulb (Fig. 407 c). Sclcrotia may appear on both surfaces of the 
discoloured and decaying scales. The roots arc not affected. The presence of 
the disease on the outer scales may or may not involve the inner scales. Unless 
the season has been continuously wet the disease is usually confined to the outer 
scales and if affected bulbs are lifted with a good deal of adherent soil, which, 
with the outer scales, is carefully removed, the inner scales are usually found to 
be entirely free from disease, but in a wet season whole bulbs may be destroyed 
There is yet another and distinct form of this disease which may or may not 
be accompanied by the various types of spotting of the foliage and flowers described 
above. In this case the tulip plants are dwarfed, there is a general wilting and 
softening of the leaves, and no flowers, or only a few small ones, are produced. 


FlG. 408 .—Botrytis tulipac. The sympodially branched, 
curved comdiophorc ; portion on left showing the 
minute stcrigmata on the swollen terminations of 
the sporiferous branches ; on right, mature conidia 
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When the bulbs of these sickly plants are lifted, their scales are found to be covered 
with black sclerotia and in severe infections of this kind no new bulbils arc formed. 
This severe type of bulb rot, however, is not common, and is believed to follow 
only when the bulbs are injured, or as a result of unusually heavy infection 

B. tulipae is capable of hibernating both as mycelium and sclerotia in the scales 
of dormant bulbs, or as sclerotia liberated into the soil when the bulbs are left to 
decay. It is probable that true primary infections are traceable to germinating 
sclerotia in the soil and experiments have shown that tulip fire may start afresh 
from this source 0 ). When the bulbs begin to grow, the first infections usually 
occur on the emergent neck, and in the case of bulbs already infected the fungus 
may spread through the entire outer scales, but it is not usual for the reviving 
fungus to penetrate from the outer infected to the inner healthy scales. I hese 
initial infections arise on the young shoot, during emergence, from contact of the 
shoot with, and penetration by, the revived mycelium sent out from the outer 
scales, and as only the outer parts are penetrated the rest of the shoot grows out, 
as yet unaffected. With the development of the fungus in the outer tissues of the 
neck it is not long, however, before conidiophores carrying their first load of 
conidia emerge through the stomata in this region, above soil-level, and when the 
spores are carried by wind or in splashing rain-drops to the expanding green shoot 
leaf infections quickly follow. Thus, the fire blight spots on the leaves arise from 
external infections. When sound bulbs are planted in soil contaminated with 
sclerotia, penetrations take place when hyphae from germinating sclerotia attack 
the young shoot as it emerges from the bulb (not through an outer scale, unless 
wounded) and thereafter the progress of infection is the same as described above. 
In severe infections, when the entire emerging apex is penetrated at various points, 
the whole young shoot is usually destroyed before it appears above ground. I his 
serious phase of the disease accounts for bulb rot and gaps in the beds. 

At the close of the season the proportion of new bulbs found to be affected is 
generally small and, as already stated, even if the outer scales arc diseased, the 
new bulbs formed around the base of the flower stalk usually remain clean. In 
a wet season, however, conidia may be carried, perhaps washed down by rain 
from badly diseased tops to the bulbs, and by infecting the scales produce mycelium 
and sclerotia 

Much can be done to avoid outbreaks of tulip fire by attending to cultivation (,) . 
No bulbs showing any blemishes on the scales should be planted and planting 
should be deeper than customary, setting the bulbs more apart than usual, care 
being taken not to damage the neck tissues <J> . If possible the beds should be 
given over to rotation and contaminated soil should not be used for tulip bulbs 
for at least two years, after which it may be assumed that all sclerotia have been 
starved out Growers who spray'the foliage usually perform the treatment in 
early spring <>3>. Good results, with little danger from spray injury, are recorded 
by the use of potassium sulphide with resin, prepared in two lots : (<?) by dissolving 
4 lb. flowers of sulphur in a hot solution of 5 lb. caustic potash in 10 lb. water, and 
{b) heating 4 lb. pine resin with 2 lb. caustic soda in 10 lb. water, mixing equal 
parts of these, as required, using for the spray a dilution of o-8 per cent, of the 
mixture <I2) . Another method is to steep the bulbs in 2 per cent, formaldehyde (7 ‘, 
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or 0 03 per cent, solution of mercuric chloride, or 0-5 per cent, uspulun solution, 
before planting (l2 - *♦>. Careful watch should be made of the beds in early growth, 
and any plants suspected of disease should be removed, together with some of the 
soil around them, for it is from such individuals here and there in the beds that 
infection is spread. Should a large number of the bulbs show early infection it 
may be found advisable to lift the entire planting, selecting only the clean bulbs 
for resetting in a fresh bed. All tulips are not attacked by fire blight to the same 
degree ; in Devon and Cornwall, the variety Baronne de la Tocnaye appears to 
suffer less than the widely grown Darwin varieties, William Pitt, William Cope¬ 
land, and Bartigon, and these observations appear to be true for all districts <*>. 

!• Beaumont, A. : 1931. Seale Hayne Agric. Coll. Pamph. 36. 
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Tulip Breaking 

Breaking ’ of tulips is believed to be the oldest of all known virus diseases of 
plants. It is so named because of the effect it produces in disturbing the natural, 
uniform colouring of the flowers. All varieties of tulips are affected. Narcissi 
and hyacinths are also susceptible and both become definitely more diseased than 
tulips ,4) . The disease is widely distributed in Holland, France (believed imported 
from Holland), Belgium, the British Isles, and the United States, and probably 
occurs wherever tulips are grown <’• 2 • «s>. 

\Vhilst the virus is not lethal to the plants, infection has a weakening effect, 
and in an unfavourable environment, or when growth conditions are poor, infected 
plants arc always the first to suffer from a deterioration and loss of the bulbs 
Nevertheless some of the earlier growers, ignorant of the true nature of the disease, 
who noticed that an attractive variegation sometimes developed in a number of self- 
coloured tulips, discovered that the ‘ symptoms ’ could be induced by grafting healthy 
tulips on to the bulbs of the ‘ new ’ flowers, often with the desired results. But some¬ 
times the infective principle appears to be localised, so that a ‘ broken * bulb may have 
‘ unbroken parts, and the latter may give rise to healthy offsets, and vice versa (3 '- 
The effect of the virus in the plant is either to remove, or augment, or sometimes 
to rearrange the anthocyanin pigments in various parts of the epidermis of the 
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Fig. 409.—* Breaking ’ of tulip. Left to right. * clotted break ' (Isis); ‘full break ’ (Bart.Ron); 
• self break * (Bartigon). light ; 1 self break f (Bartigon). heavy (after Me Kenny Hughes, Arm. 
Apt. Dial.) 


flower, so that a variegated pattern is produced '*• ,5> . The effects could not, 
of course, be expected to be always identical, and three or four more or less dis¬ 
tinctive types of ‘ breaks ’ (Fig. 409) are now recognised 14 ’: 

(n) Full Break : when the natural colouring of the ‘ breeder ’ is removed, so 
as to give place to the yellow or white colour of the mesophyll, which 
becomes the dominant colour of the flower ; . 

(b) Self Break : when the colour of the * breeder * becomes darker, or intensified 

into darker streaks or stripes ; . . 

(c) Clotted or Clotting : when, in dark-purple or dark-red shiny varieties, which 
never show the ‘ full break \ the self colour is intensified in streaks and 

patches; and . . - 

(d) Typical Break, or Average Break : a condition which is characteristic ot 
commercial Rembrandts where the balance between epidermal pigments 
and exposed ground colour (white or yellow) produces a ‘ flashy ’ or ‘ flag 
break. The usual colour of the flower is intensified in some areas, un¬ 
changed in other areas, and is removed in still others <,4> . Clearly (c) and 
(d) deal with closely parallel effects. 

In some varieties of tulips, not in all, the virus also induces a mottled or striped 
effect in the green leaves. Sometimes this may be very slight or indistinct and 
consist of spots or streaks of a silver-grey to a light-green colour ; in other cases 
the effect becomes more conspicuous as the affected parts lose their chlorophyll 
and the leaf becomes more or less transparent, loses turgor, and develops a tough 
texture <*>. Affected bulbs do not proliferate so freely and the plant comes into 
full bloom a week or so later than the ‘ breeder (4> . 

The virus of tulip ‘ breaking * is named Tulipa virus 1 Smith em. Bricrley 
& F. F. Smith 1944 ; Tulip ‘ break ’ virus and Tulip mosaic virus appear to be 
synonyms < 4 - 6 - ,5> . It is not clear, however, whether ‘ breaking ’ should be 
regarded as a * composite ’ disease due to two viruses, one tending to add colour 
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to the flowers, and the other to remove it, but recent investigations support the 
so-called ‘ antithetic ’ virus theory, applied to two naturally associated viruses 
to connote differences in the symptom-picture which relate to some inherent 
antagonism between the two viruses. Accordingly the antithetic viruses of tulip 
‘ breaking ’ are Tulip virus I and Tulip virus 2, with the following properties : 

Virus I : colour removing; inhibits chlorophyll formation; retards growth; 
more virulent than Virus 2, being directly responsible for actual disease in 
the plant; it reduces plant growth to one-third of the normal. 

Virus 2 : colour adding; has no effect on the ground tissue of the flower, or 
on the ground colour ; has no visible effects on the leaves, and little on the 
growth. That Virus i has proved to be dominant indicates that the differences 
between the two is of a higher order than that of' strains * <'*• m>. 

While it is understood that ‘ full break ’ results from the presence within the 
plant of the two viruses, there is clear evidence that the symptoms of ‘ self break 1 
can be transmitted separately, for the insect vector implicated is able to ‘ select ' 
from ‘ full break ’ tulips the infective principle which, when transmitted to healthy 
tulips, produces ‘ self break * alone. Such 1 3 self break ’ tulips can then only 
transmit ‘ self break \ There is, however, no evidence of the transmission of a 
second virus alone, and ‘ full break ’ is comparatively constant; but 4 * 6 self break * 
is apparently not so stable, as in some instances it has reverted to normal. There 
is evidence that some varieties of tulips arc more susceptible to attack, and that 
some carry the virus in a more virulent form <">. The present position with 
regard to tulip viruses is, however, not clear. The plant is susceptible to attack 
by several viruses which apparently form a group of closely related strains ,l6) . 

Breaking is transmitted by insect agency, the vectors being Myzus pcrsicae 
and Macrosiphum get in the glasshouse and out of doors, while Anuraphia tulipae 
is a vector in the bulb store, but not on the growing plant < 7 8 9 - '*>. It can also be 
transmitted by grafting and plugging bulbs with tissue from 4 broken ’ bulbs, but 
is not conveyed in the true seed (Fig. 173). Artificial inoculation with a hypo¬ 
dermic needle can be performed with juice expressed from tulip stems and leaves, 
filtered through cloth, and diluted to 1 part in 10 or 20 with sterile distilled water; 
inoculations can be made into stems while the plants are in bloom or shortly 
after <«♦>. 

I he disease may be kept under control by roguing of infected bulbs, and it is 
of first importance to destroy the insect vectors by fumigation of the glasshouses. 
Lifting and storage of the bulbs should be carried out under aphis-free conditions 
in the autumn <4) . 
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Downy Mildew of Hop, Psettt/operonospora /tumult (Miy. & I ak.) W ilson 

Downy mildew of hops was first recorded in 1905, in Japan 17 on native wild 
and cultivated hops ; in North America in 1909 ,7 ’; in England on a small scale 
in 1920, but not in commercial hop gardens until 1924 27 * iV . It was fairly 

general in Europe by 1920 and is now widely distributed in all hop-growing areas, 
causing severe damage to the crop. The disease has been extensively studied in this 
country by Salmon and Ware ( "> 3 -- 3 »- 35 \ and in Czechoslovakia < 3 - 3al . Commercial 
losses arc gauged on damage to the ‘burrs’ or cones’, and extent of infection may 
vary from mere discoloration of the hop cones, which renders them unsightly and 
unmarketable, to the total destruction of the bines through disease. Some growers 
pick the cones before they are mature, in order to avoid discoloration, but as this 
practice entails an appreciable reduction in the weight of the crop, the immature 
hops being also less rich in brewing properties, it is quite a common experience to 
suffer a 25 per cent, loss through early picking ,26 ’. 

In March or April, when the normal young green bines are emerging from the 
crown or root-stock, the disease is known to be present if amongst these healthy 
slender shoots there arise a number of dwarfed thicker shoots, pale green or silvery 
grey in colour, and varying from a few inches to a foot or more in length (Fig. 410). 
These thickened shoots arc invariably infected, and are known as ‘ basal spikes 
Eater in the season some of the thin and apparently normal healthy stems, which 
may have grown as high as 5 to 14 feet, become checked by the formation of 
thickened extremities, or ‘ terminal spikes ' as they arc called. Furthermore, in 
some cases similar hypertrophied shoots, a few inches long, may also be seen 
growing as lateral branches on the otherwise normal and healthy main stem, and 
are called ‘ lateral spikes ’ uz> . Thus there arc three positions on the plant where 
the thickened abnormal shoots occur, basal, terminal, and lateral; all these 
spikes are infected. Such attacked bines lose their twining habit and are difficult 
to train ,,6 >. 

The early formed basal spikes bear reduced, brittle leaves growing close to¬ 
gether. These leaves are grey on the upper surface, but on the under side, as well 
as on the surface of the stem, there are dense masses of dark-coloured spores and 
sporangiophores of the mildew causing this disease. These spores, dispersed by 
wind or splashed by rain, bring about secondary infections of the more or less 
expanded leaves of healthy shoots. On the leaves, the resulting spots are dark 
brown above but paler on the lower surface, and characteristically angular in 
shape. The spots may join together to form large patches, and it is then, when 
the sporangiophores are massed together, that the under side of the affected leaves 
becomes blackish grey, or sometimes tinged with violet, especially along the 
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Flu. 410. Downy mildew of hop hunmh). plan! showinu tin- normal, thin 

shoots, ami infected, thick, short ' basal spikes * at the base. H. a normal bine. a basal 
spike. I), A', two infected ’cones' showing dark infected scales (photos by Ware. " > 1 ' 
Reports) 

flanks of the midrib, and along the margins of the leaves, which later turn brown 
and shrivel. The hop * cones ’ may also be attacked. The cones, the female 
inflorescences of the plant, consist of a number of stipular bracts and bractcoles, 
both of which become large and membranous, and are covered with yellow glands 
which secrete lupulin, to which the hop owes its brewing properties. The bract- 
coles are usually attacked first, turn brown, and give a striped effect with the 
alternating stipules which remain green ; but they, too, turn brown later and the 
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entire cone becomes worthless. The cones arc attacked mostly as they approach 
maturity and suffer little damage to their brewing properties in late attacks, but 
earlier attacks are naturally destructive to the lupulin glands and heavy losses arc 
incurred <26) . 


Downy mildew is caused by Pseudoperonospora humuli, a member of the Pcrono- 
sporales (Fig. 411). The sporangiophores. from 100 to 450 /x long, develop in subdued 
light (they emerge at night) and are violet-black in the mass ; they are aseptate and 
branch three or four times in dichotomous fashion before forming the ultimate branches, 
thin and pointed, bearing the oval, thin-walled, papillate sporangia which range from 22 to 
26 by 15 to 18 a ‘ ,7 >. With a high degree of humidity (65 to 95 per cent.), sporangia are 
viable for some 30 days and are not killed by freezing water. They germinate by the 
production of zoospores, the activity of which depends largely on temperature lasting for 
24 hours at low temperatures of 4 ° to 7 ° C. and from 2 to 6 hours at 20 to 22 C.. but only 
some 25 minutes at 30° C. <■>; germination was improved when calcium citrate or a hop 
leaf was added to the water a *. In early autumn, oospores may be found in the diseased 
tissues of practically all parts, in the leaves, stems, spikes, and the cones ; they are round 
smooth, light brown and thick-walled, from 36 to 40/i in diameter; the presence of 
antheridia has not been determined but the oospores are enclosed within oogoma which 


vary from 40 to 50/x wide. The 

oospores germinate at 20 to 

22° C., producing a hypha which 

bears a much larger sporangium 

than the ordinary kind and which 
• 

gives rise to more and larger zoo¬ 
spores, 40 to 60 as against 5 to 
12 for the ordinary sporangia"'. 

With the decay of infected 
parts, the oospores are released 
into the soil and arc believed 
to be responsible for carrying 
over the disease from one 
season to the next. There are, 
however, conflicting reports as 
to their capacity for resisting 
desiccation. It is stated that 
while they may persist for years 
in the soil under ordinary con¬ 
ditions, they did not survive 
after being kept dry for 4 
months in the laboratory 
but oospores which were 
picked from pressed herbarium 
material, 2 years old, germin¬ 
ated after being ground with 
a pestle and mortar <s \ an 
operation which, by causing 



Fig. 411 .—Pseudoperonospora humuli. . 4 . sporangiophore. 
B, two oospores ( * 250). from infected leaf; 1-5, stages 
in formation of zoospores within a sporangium ; 5, zoo¬ 
spore just prior to infection of hop leaf or cone ( x 562) 
(after Salmon & Ware, Wye Reports) 



882 SELECTED DISEASES PT . „ 

the tough wall of the oospores to crack, possibly induced the spores to germinate; 
and the oospores are also reported to have survived dry storage for 2J years at 
laboratory temperatures, and even as low as - i8° C. (,6a >. 

Primary infections, by zoospores produced by the germination of resting 
oospores in the soil, in the spring take place only under wet conditions and are 
directed against the young buds emerging from the crown. First infections of 
healthy plants are external, at or near soil-level, through the stomata, which are 
entered by the zoospores <«>. Shoots thus infected are retarded in growth and 
become the basal spikes above mentioned ; those not infected, despite possibly 
dose contact with them, grow forward as healthy bines. It remains, therefore, 
difficult to explain how some of the latter, several feet long, sometimes come 
to possess diseased spikes at their tips, well clear of the ground. Though there 
is abundant evidence that the fungus, besides entering the basal spikes in the 
manner described, later invades and persists during the winter in the underground 
parts of the hop, in one-year parts of the root-stock (crown), in nursery ‘ sets \ 
and even in the roots, it appears that such resting mycelium is not continuous 
from below, through the thin climbing bine to the thicker apical and lateral spikes. 

I hough infection of the root-stock is by no means general (and setting aside for 
the moment the probability of infection by oospores), it is not unreasonable to 
suppose that the first spikes of the season, that is, the basal ones, may become 
infected by the migration of hibernating mycelium from the root-stock into the 
buds which produced them. It was once held that the apical and lateral spikes 
might also be infected in the same way, but it is characteristic of the disease 
that infected buds make little headway and are effectively ‘ spiked \ How, then, 
are the long, more or less normal internodes of these affected bines to be accounted 
for if eventually they come to develop apical or lateral spikes, since it has been 
established that there is no continuity of mycelium from crown to spike ? There 
are several suggestions: (a) that the resting mycelium had already invaded a bud 
which had started growth and, carried up by the rapidly elongating bine, the 
mycelium got left behind in small portions at certain nodes or, making a complete 
>rea at the base, got carried up with the bud in its entirety; this view is now 
considered unlikely, despite the fact that a shoot can often make considerable 
growth after it has become internally infected and before it becomes definitely 
spiked, but there is no direct evidence that bines over two or three feet high, 
ending in terminal spikes, can carry internal mycelium from the start ; (b) that, 
following upon a number of independent penetrations by zoospores, the mycelium 
eve loping at each of these separate points remained separate in the stem and 
capable of setting up distinct infections of, say, the lateral branches, resulting in 
the formation of lateral spikes ; (c) a modification of the foregoing, that whole 
internodes might have been internally infected when young, but that, by dint of 
very rapid intercalary growth, the mycelium got torn apart in places and came to 
reside in separate units of the stem ; and (</) the most feasible explanation, that all 
three types of spikes, the basal, the terminal, and the lateral, arise following upon 
infection when in the bud stage. This receives its strongest, support from the 
fact that young buds yield readily to external infection by the application to 
them of a suspension of zoospores. Spraying a water suspension of zoospores 
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on to the elongating buds sets up infection in the protective stipules and these 
rudiments soon become covered with conidia before the latter appear on contiguous 
leaves. Infection may or may not reach the petioles of the leaves, but if it docs it 
is conceivable that, starting from an apical bud at the end of a main stem or lateral 
branch, the fungus developing from the applied zoospores may spread downwards 
through several internodes, but not, however, to reach as far down as the crown 
( 8. 3s); this downward method of infection would, therefore, explain the lack of 
continuity between mycelium in the bines and mycelium in the crown. 

The mycelium within diseased shoots of all kinds occurs mostly in the pith, 
and from the tissues of the crown (root-stock) it may extend into recent one-year- 
old parts of the root-stock and deeply down into the underground parts of the 
plant, even into the roots (Fig. 98). In a longitudinal section of a hypertrophied 
shoot the fungus in the cortex and pith of the stem may be seen to invade the 
petiolar tissues to occupy the lamina from base to apex; the axillary buds are 
likewise invaded, even to the tips of every scale leaf. In the stem it traverses 
the phloem, travelling radially by means of the medullary rays, browning all the 
•» tissues in its path, those of the woody cells included. The mycelium is furnished 
with haustoria, especially in the phloem region c,8> . It is recorded that when a 
sixteen-node bine with a terminal spike was examined, up to the tenth node was 
healthy, but from the eleventh node up, which constituted the ‘ spike \ the tissues 
were infected, and the internodes of this region were considerably shorter than 
those below. Occasionally, at a node, one leaf of a pair or a lateral may be infected 
and bear sporangia, while the opposite leaf or lateral may be free 04 Oospores 
may be formed in any of the affected parts, even in the bracts of the cone, and are 
especially abundant in the dead leaves and in the pith of the stems. When coty- 
i ledons of young hop seedlings were inoculated with fragments of infected leaves, 
oospores were found in these organs as well ( ' 4 '. In British Columbia experiments 
on seedling infection showed that it occurred at or below- soil-level, the cotvlcdons 
being penetrated first, the fungus thereafter causing systemic infection ,l3) . 

Periods of high rainfall and high atmospheric humidity during the growing 
season are highly conducive to downy mildew of hops, and are most closely cor¬ 
related with incidence of infection 12 K With humidities of 90 to 100 per cent, 
the incubation period is about 6 days at temperatures of 20° to 22 0 C., but is re¬ 
tarded in dry weather and at low’ temperatures of 6° to 7 0 C. "• 36) . Experiments 
in Czechoslovakia showed that infection by zoospores occurred at 16 0 C. and 
upwards, and it is believed that spring infections result from oospores <J) . 

Infected plants have a higher percentage of nitrogen and phosphoric acid, but 
less potash and lime contents, than healthy plants. The application of potash and 
lime is said to decrease the susceptibility to mildew, the reverse being the case 
with phosphoric acid and nitrogenous substances (4 '. 

No variety of cultivated hop is immune from downy mildew. Tolhurst, 
Branding, and Prolific are susceptible and the once resistant Fuggle is now in 
most districts liable to severe attack, more so on leaves and stems than on the cones. 
The cones of Fillpockct and Early Promise show marked resistance ,32 \ 

Removal of the thick basal spikes as they appear during the season will reduce 
the spread of infection, since they have been shown to be the principal source of 
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the mildew. When they are very prolific their constant removal often causes a 
serious shortage of bines for training, and entire plants have frequently to be cleared 
from the hills. If terminal and lateral spikes appear they should be cut off and 
healthy laterals should be encouraged for training. To reduce the risk of secondary 
infections from below, the leaves should be removed from the bines, in stages, up 
to the ‘ breast wire \ 

Good control is obtained by spraying the bines with 10 : 10 : 100 Bordeaux 
mixture <2> ,0> 26) : ( a ) when the bines are three-quarters way up the poles ; ( b ) when 
they have reached the top ; (c) just before the plants come into ‘ burr ’; and 
(d) immediately after the ‘ burr ’ has gone, when the hops have set. No spraying 
should be done when the hops are in 4 burr * (26) . Some growers employ the mixture 
in dust form (copper sulphate 16, hydrated lime 100 parts, at rate of 1 oz. per 
hill); the soil around each hill is turned back so that the young shoots can be 
cut close to the crowns and the powder is then applied evenly on and around the 
crowns, which are partially covered again with soil. The treatment is said to 
reduce the number of basal spikes (,2) . 

All prunings and cones should be removed and burned. Sets from infected 
gardens should not be used to start a new crop and all wild hops in the vicinity 
should be grubbed out and destroyed. 


1. Ahrens, K. : 1929. Phyto. Zeitschr. i, 169. 

2. Beard, F. H. : 1937. J. Pomology, xv, 205. 

3. Blattny, C. : 1927. Imtit. des Rech. Agron. Repub. TchJch. Sv. xxvii, 5, 297, 301. 

3 »• — 1932 - Ochrana Ratlin, xii, 139. 

4 - — and Duchon, F. : 1928. Erndhr. der Pflanze. xxiv, 140. 

5. Brcssman, E. M., and Nichols, A. A. : 1933. Phytopath, xxiii, 485. 

6. Curzi, M. : 1926. Riv. Pat. Veg. xvi, 229. 

7. Davis, J. J. : 1910. Science, xxxi, 752. 

8. Ducomet, V.: 1925. Rev. de Path. Vlg. et d'Ent. Agric. xii, 248. 

9 - — ft al. : 1928. La Vie agric. et rurale, xxxii, 254. 

10. Goodwin, W., et al. : 1929. J. Agric. Sci. xix, 185. 

11. Hoerncr, G. R.: 1939. Plant Dis. Rpt. xxiii, 361. 

12. — and Jones, W. : 1933. Phyto. Zeitschr. vi, 619. 

13. Jones, W. : 1933. J. Inst. Bretcing, xxx, N.S., 126. 

> 4 - — 1932 - Science, N.S., Ixxv, 108. 

15. Korff, G., and Zattler, F. : 1928. Arb. Bayer Landesant. f. PJ. Schulz, v, 42 pp. 

16. Lang, W., and Arker, H. : 1927. Nachricht. Deut. Pf. Schutzdienst, vii, 13 ; vii, 27. 
16 a. Magie, R. O. : 1942. N.Y. State Agric. Exp. St. Tech. Bull. 267. 

17. Miyabe, K., and Takahashi, Y. : j905-6. Trans. Sappora Nat. Hist. Soc. i, Part 2. 

18. Millasscau, J. : 1929. Ann. des Epiphyties, xiv, 177. 

19. Salmon, E. S. : 1925. J. Inst. Bretcing, xxii. N.S., 514. 

20. — 1928. Bracers’ J. Rpt., Jan. 15, 1. 

21. — and Ware, W. M. : 1925. J. Minis. Agric. xxxi, 1144. 

22. — — 1925. Ibid, xxxii, 30. 

23. — — 1925- Ann. App. Biol, xii, 121. 

24. — — 1926. J. Minis. Agric. xxxiii, 149- 

25. — — *927. Ibid, xxxiii, 1108. 

26. — — 1927- S.-E. Agric. Coll. Wye Pamphlet, Dec. 1927. 1-28. 

27. — — 1928. Ann. App. Biol, xv, 352. 

28. — — 193 *- J • Inst. Bretcing, xxviii, N.S., 24. 

29. — — 1931. S.-E. Agric. Coll. Wye, 15. 

30. — — 1932. J. Inst. Bretcing xxix, N.S., 37. 

31. — — 1933 * 7 - S.-E. Agric. Coll. Wye, xxxii, 108. 

32. — — 1937 - Ibid, xl, 27. 

33. Siemaszko, W.: 1927. Gaz. Rolnicza, 27-28. 


CH. XVI 


ORNAMENTAL AND MISCELLANEOUS PLANTS 


34. Ware, W. M. : 1926. Trans. Brit. Myc. Soc. xi, 91. 

35. — 1929- Ann. Bot. xliii, 172, 683. 

* 36. — and Glassock, H. H. : 1939 - 7 - S.-E. Agric. Coll. Wye , xliv, 54. 

37. Wilson, G. W. : 1907. Bull. Toney Bot. Club, xxxiv, 389, 412. 

38. Zattler, F. : 1931. Phyto. Zeitschr. iii, 3, 281. 


885 


Powdery Mildew of Hop, Sphaerotheca humuli (DC.) Burr. 

Mould or powdery mildew is a serious disease of hops. It is caused by a 
specialised race of Sphaerotheca humuli (Erysiphaceae). Other races of this fungus 
attack raspberry and strawberry, in each case affecting the leaves and rendering the 
fruit small and worthless (l > «• 3 - ,0) . 

The mildew first appears in May or June, on young leaves, petioles, and 
tender stems, as white patches which early become covered over with powdery 
masses of conidia. The flowers are especially susceptible, and infected ‘ cones * 
arc useless for brewing purposes ; the latter are frequently covered with the red 
cleistocarps of the fungus and the term 4 red mould ' is often given to this stage 
of the disease. 

First symptoms of infection on the leaves consist of small raised blisters, hardly 
discernible because of their green colour, but after a day or two each blister de¬ 
velops on its surface a white mycelium which branches and radiates in all directions 
but remains entirely superficial except for small haustoria established in the 
epidermal cells. 

The fungus increases on the surface to form a web of mycelium from which dense 
formations of conidiophores bearing conidia develop. The latter arc oval and unicellular 
and serve for rapid propagation of the fungus during periods of warm, moist weather. 
They are not adapted for survival through the winter. The cleistocarps are developed 
later, on leaves and ' cones ’, and may pass the winter whilst still on the bines, or more 
commonly on the fallen leaves and shattered cones on the ground. The reddish cleisto¬ 
carps are scattered or crowded, and measure from 58 to 120/2 in diameter; the long 
appendages, straight or twisted, arc dark brown in colour ; the single ascus is broadly 
elliptical to sub-globose, 45 to 90 by 50 to 72/x ; the 8 ascospores measure from 20 to 25, 
rarely 30 by 12 to i8/x (mean, 22 by 15 /x) «>». A winter resting period of the ascospores 
within the cleistocarps appears to be essential for their successful germination 4 ’. 

The ascospores are responsible for primary infections, the conidia for secondary 
infections, and both produce germ-tubes with appressoria at infection. Depending 
on the wetness of the season, leaf spots may appear in 5 days to 3 weeks from 
infection by ascospores, and after the first appearance of conidia on the leaves 
widespread secondary infections follow in about 10 days. In wet periods entire 
bines with flowers and 4 cones ’ become rapidly infected. The cones are attacked 
in the inflorescence stage, at a time when the tiny female flowers are exposing 
their stigmas for the reception of pollen, in which condition the young cone is 
known as a * burr ’. Carried like pollen by wind, the conidia are caught up and 
germinate on the stigmas. The fungus may travel so rapidly in the flowers as to 
inhibit further development, and in place of the normal fruits or cones there are 
formed only hard knobs, and after an attack of this kind the cones arc worthless. 
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The burrs can also be attacked, with less serious consequences, through their 
stipular bracts and bracteoles, in much the same way as leaves. 

Different varieties of hops vary in susceptibility to mildew (2) , and ‘ immune ’ 
kinds may sometimes show slight susceptibility, when submitted to a change of 
environment, without, however, the general immunity being lost (9) . Experi¬ 
ments at East Mailing in 1945 on a number of new seedling hops revealed the ' 
interesting feature that there appeared to be a tendency for heavy and poor crop¬ 
ping to be associated with a high and low incidence of the disease, respectively. 
Hut amongst the seedlings which kept free from mould some proved to be heavy 
croppers and of distinct commercial promise (,,) . 

Good control over the disease may be obtained by dusting the bines with 
sulphur. I he first application is usually made in May (when the ascospores are 
about to appear), preferably before any spots have begun to appear. The leaves, 
especially those at the base of the bine, should be well dusted over, and the dusting 
should be repeated every fortnight until the hops are approaching maturity. All 
diseased bines and cones should be collected and destroyed and any runner 
shoots and unwanted laterals removed. A balanced manurial treatment (sec 
downy mildew, p. 883) should be planned and heavy nitrogenous fertilising 
avoided. 
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2. — 1915. N.Y. Agric. Exp. Sin. (G<nna) Bull. 395. 

3. Salmon. E. S.: 1900. Torrey Bot. Club Mem. ix, 49. 


4 - 

— 1907. 

J. Agric. Sci. ii, 327. 

5 - 

— * 917 . 

Ann. App. Biol, iii, 93. 

6. 

— 1919. 

y. Genetics, viii, 83. 

7 . 

— 1920. 

Ann. App. Biol, vi, 293. 

8. 

— 1921. 

J. Minis. Agric. xxviii, 150 ; 260. 

9 - 

— 1927- 

Ann. App. Biol, xiv, 263. 

10. 

— and Ware, W. M. : 1927. Ibid, xiv, 276. 

11. 

Beard. F. H. : 

I 94 6 - Ann. Rpt. East Mailing Res. 


r 


Chapter XVII 

DISEASES OF TREES 


Watermark Disease of Willow, Bacterium sa/icis Day 

This bacterial disease of the cricket-bat willow (Sa/ix alba var. caerulea) causes 
a brown, watery stain in the wood and renders the timber quite unsuitable for 
processed work ,9 '. It was first observed in England in 1921, in the Chclmer 
Valley, and has been extensively studied in this area by numerous investigators 
*-• 3. ». % 11 \ The trouble has since spread to Essex and Hertfordshire and is 
present also in Cambridgeshire. The white willow (S. alba) is also susceptible 
and the crack willow (.S’, fragi/is) is occasionally subject to the watermark disease; 
in Holland, S. amygdalina and .V. purpurea suffer from what appears, with slight 
differences, to be the same disease “• 6 * 7 - 8 ‘. 

Watermark disease is rarely seen on trees less than three years old. In general 
the symptoms are those of a partial die-back of the crown, starting, in Britain, 
during the late spring and apparently ceasing during the summer, continuing 
again the next year ; but in I lolland these symptoms arc prolonged until September, 
due probably to the continuance of conditions favourable to the disease. In 
Britain the trees are affected much more severely in riverside plantations and in 
damp, riverside meadows, where the subsoil is permanently wet, than in drained, 
moderately moist areas 

The trees usually show the first symptoms of the trouble soon after commence¬ 
ment of growth in June, or later, when the leaves and tips of the new shoots on 
one or a few branches wilt and die. These early affected branches often occur 
on a part of the tree which is shaded over, but the disease is not confined to 
shaded branches. Following the withering of the leaves, affected branches die 
back slowly from the tips, but after the loss of the leaves the branches show no 
further disease during the same year. The browned and withered leaves, how¬ 
ever, often remain attached to the branches for a considerable time, a phenomenon 
which probably accounts for the name ‘ red leaf * being given to the disease in 
some localities 15 In succeeding years, the trouble continues to spread within 
the tree and death may ensue in a year to two, or the infection may remain 
dormant or die out, but it is obvious that trees once affected are of little value, 
and are better removed and burned to avoid risk of spreading infection. 

A striking symptom of watermark disease is the exudation of bacterial slime 
on the dying twigs and young branches, leaving dark, sticky tracks, but this feature 
is not usually seen on the larger branches. The slime is created internally, in 
the wood, and is exuded to the surface through wounds, or bore-holes made by 
insects. In the Dutch form of the disease the exudate has also been found in the 
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Fkj. Watermark’ of willow (Bar- 

tenun, satieis). A trunk watermarked 
on one side only and with a very 
badly affected branch on the same 
side (August 1922) (photo by Day. 
Oxford Forestry Memoir, 3) 
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leaf axils, at the base of small lateral twigs, 
in leaf scars, and in fissures reaching as 
deep as the cortex <«>. On the branches the 
exudate forms a substrate for various yeasts 
and fungi, and unless washed off by rain, 
dries hard like a yellow or brown varnish (3) . 
One of the first fungi to appear on the dying 
parts is Cytospora chrysosperma , and so fre¬ 
quently is this fungus associated with water¬ 
mark disease that it was suspected to be the 
causal organism ; but it is clearly an intruder 
which, however, along with other fungi 
assists in the ultimate death of the tree ; on 
the dead bark, the pycnidial fructifications of 
Cytospora , with their orange-coloured spore 
.tendrils, are usually conspicuous during the 
autumn and winter. Various other fungi 
may also thrive between the bark and wood 
trfp? ma « r i„ 1 1 1 . , , a ^ eclc( l trees, and entire branches and 

When ff', 7 k T barcd d0 " n ,0 ,hc "°°d. 'hrough their agency, 
brow,. • wf 7' i ancbcs are cul across - 'he disease is readily identified by the 
lion mav m * he "T ° f ,he ' VOod >' (Fig. 4 -*) This discolors- 

section or f 7 'l ° nC P3rt ?" y ’ ° r occur morc or less general over the entire 
ba'' "I ° TTs P ? ° f S ' aincd wood - U is due '» ">c presence of 

a TascX (FigS - 4 ' 3 ’ 4 ' 4) ‘ Wa,ermark disease is essentially 

lar’s wood of ,h C if ,tlC baC,eria find ,heir "' a y in '° 'he current 

>ear s wood of the main stem. 

bacteria "bl’Z !hfS ' S due '° ° ne '’Cerium or a number of different 

Othen*almost m .TT" """* a PPean> «° he the true parasite ». 

pre r *• have been dcsi gna«ed If -enum 'A’, ' D and ' ... 

late furni,h!.H -,K a ^ e e . or ? nam ’ 08 >° > ° by o- 3 .004,, ; non-sporing ; capsu- 
acuitative ll K PCr,,r,Ch,C " agella “' not ac 'd fast; nondiquefying; aerobic and ' 

opdmumlo"7 l' C 1 n,,ra,eS r* rcduccd: ^ temperatures for gmwth are 
ZZZ Th °n°.V m,n,m - m 5 10 10 • maximum 33 ( to 37° C, ; a soluble toxin is 
has an average h regardcd as a d i«inct species. Pseudomonas saliciperda <•’, 

io° C • it W C 8 ° *• 7 ** ’ j tS ?P l,mum temperature for growth lies between 25 0 to 

tensions fo 7 Ba m c;e 7 u a r-A a " d ^ ^ 7 

loifp rods L; h ’ , :, 4 by °; 75 * moti,c ’ with 3 to 7 peritrichic flagella. ‘ C * : 

long rods, 2 25 by o-8/x, motile, with i to 3 polar flagella. 

f -I! "l° de 0f ,nfe f ti °n of healthy trees is not definitely known, but fresh in¬ 
fections always start m the crown. They are believed to arise through wounds 
made by insect borers wh.ch pupate in infected trees and later act as carriers of 
infection . Infection may also probably take place from crown to crown of neigh¬ 
bouring trees when the slimy bacterial exudate is splashed by wind-blown rain * 
from tree to tree, but again the organisms are capable of penetrating the twigs 
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only through wounds. The bacteria do not enter by the leaves, nor are they ever 
present in these organs, and the effect on the foliage appears to be due to a toxic 
substance carried up in the transpiration stream. 

The bacteria are most abundant and active in the outer ring of the wood, but 
are not easily detected at first, because the zone is water-logged and colourless. 
In the dying branches, however, the zone or ' mark * is easier to trace because it 
stains the wood a deep brown and can be followed into the main stem. In the 
latter, the stain in the outer wood extends up and down from the point where it 
came in from a branch and, travelling more rapidly downwards, may eventually 
reach the roots, but not always. At first it occupies the one-year-old ring of wood 
and only slightly the adjacent autumn wood of the older ring. The brown dis¬ 
coloration is a secondary effect and gradually disappears after the death of the 
tree ; it is probably due to the infiltration into the wood of a product liberated 
from the parenchyma adjoining infected vessels in which an oxidation process 
finally brings about a change of colour to brown. In the dark-stained wood the 
bacteria are dead. 

The bacteria are actively motile in the water permeating the walls of the 
vessels. They do not enter the living cells of the wood nor those of the medullary 
rays, but these cells may become occupied after they have been killed by infiltration 
of bacterial toxin from the vessels Following upon the presence of the bacteria 
in the wood, parenchyma cells in the vicinity of the * watermark ’ arc seen to be 
deprived of their normal starchy contents. This is a common feature of the disease, 
for starch gradually disappears from within, and in the vicinity of, the watermarked 
parts of the wood. Moreover, in the latter there is profuse development of 
tyloses (Fig. 156), even in vessels which may not have accommodated any bacteria 



Fig. 413.—* Watermark' of willow. A group 
of vessels near the pith of a two-year- 
old twig blocked up with bacteria ; starch 
is absent from the medullary rays and 
outer cells of the pith (adapted, front 
Oxford Forestry Memoir, 3, by permis¬ 
sion of W. R. Day) 



Fig. 414.—Watermark disease. A column of 
bacteria blocking a vessel. The column 
is broken in two places (adapted, from 
Oxford Forestry Memoir 3, by permission 
of W. R. Day) 
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at all, but dead bacteria may often be seen in vessels occupied by tyloses. 

The ultimate effect of watermark disease on the woody elements is not a de- 
lignification of the walls, but only a dissolution of the middle lamellae. In conse¬ 
quence, small cracks develop in the wood along these primary walls and there 
follows in time extensive communication between infected regions of the stem, 
the cracks sooner or later becoming invaded by bacteria (9) . In trees diseased for 
two years or more, as a result of secondary infections from various bacteria and 
fungi, the woody cylinder of the larger branches and often of the main stem 
becomes much split and water-logged, and with changes induced in the wood 
(which cannot entirely be ascribed to the true parasite) the wood in the last stages 
of decay emits a very disagreeable odour. 

To check watermark disease, first attention should be given to good drainage 
and cultivation. The trees, though water-loving, do not thrive well when the 
roots lack aeration. About 20 to 25 ft., it is estimated, should be allowed between 
the trees, planted preferably in single rows. Stagnant localities and impermeable 
soils should be avoided. 


1. Burger, F. W.: 1932. Nederl. Boschboutc.-Tijdschr. v, 75. 

2. Callan, E. McC. : 1939. Ann. Apf>. Biol, xxvi, 135. 

3. Day, W. R. : 1924. Oxford Forestry Memoir, 3. 

4. Dowson, VV. J. : 1937. Ann. App. Biol. xxiv, 528. 
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6. Lindeijer, E. J. : 1931. Tijdschr. PlZiekt. xxxvii, 63. 

7 - — 1 932 - Ibid, xxxviii, 9. 

8. — 1932 - Thesis, Unit'. Amster., Iloliandia-Drukherij, Baarne, 82 pp. 

9. Metcalfe, G. : 1940. New Phytologisl, xxxix, 322. 

10. — 1941- Ibid, xl, 97. 

11. Webster, A. D. : 1927. Roy. Bot. Soc. Land. Qrt. Summary, xxxi, 6. 


Black Canker of Willow, Pltysalospora miyabeona Fukushi 

Willow canker, denoted by blackened leaves and small cankers on the stems, 
is common on numerous species and varieties of the tree in many parts of Britain. 
The same disease, along with ' scab ’ of willow (Fttsicladium saliciperdum) described 
below, also occurs in North America, where the two together are reported to cause 
much greater damage to willows in certain areas, as in New England, than in any 
parts of Britain 17 *. 

This disease attacks willows in all stages of growth. Infections at the tips of 
the growing shoots are the most destructive and young branches may suffer from 
die-back early ; attacks late in the season are not so serious. 

First symptoms are usually seen about the end of May, on young rods about 
two feet high or more. On the leaves the disease starts as reddish-brown or black 
areas either along the margin or at the tip, spreading later towards the midrib and 
down the petiole into the stem. If the discoloured area (the colour varies according 
to the variety of willow attacked) involves the apical half, or so, of the leaf, the 
discoloured part wilts and bends back at right angles to the remaining part of the 
lamina, but in other instances entire leaves and petioles are blackened. Infected 
leaves eventually dry out and shrivel but remain attached to the stem for a long 
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time before they drop, often 
leaving behind them, however, 
the dead stumps of the leaf 
stalks. Early lesions on the 
stem are small shield-shaped 
areas, 2 to 3 cm. long. As 
these areas develop into cankers 
they get more and more sunken 
into the bark and are especi¬ 
ally conspicuous at the nodes 
where they arise, these parts 
being naturally the first points 
of invasion of the stem from 
the affected leaves. The lesions 
may sometimes completely 
girdle the stem, and when the 

cankered tissues finally break 
open, the wood is often laid bare 
(Eig. 415). Such deep cankers 
obviously detract greatly from 
the appearance and value of 
the rods, rendering them un¬ 
saleable and worthless for 
basket-making. There is little 
evidence that any extension of 
cankers occurs on the rods after 
cutting or while standing in the 
pits As infection begins 
at the very tip of a shoot, or 
close behind it, and progresses 
downwards, the disease is more 
serious when it starts on the 



Km;. 415. Black canker of willow (Physalosponi niiyu- 
hrano). . 1 . H. portions of three rods of Sn/ix 
Iriiim/m showmg cankers on the peeled rods. D, shoot 
of .S’, t ilrlhn.i \ar. hatfnrJiemii showing lesion on 
stem caused hv infection through leaf ; inset, leaf of 
.S', penluiulni X days after inoculation (photos by 
Nattrass communicated by Barker, Trans, lirit. Myc. 
S'K.) 


tips of young rods about 12 to 18 inches high, causing the affected part to 
die back and bend over. Hut young laterals may suffer in the same way and, if 
infection at their tips travels down along their whole length, fresh cankers will 
also arise at the junctions of laterals with the main stem 


Black canker of willow was first attributed to P/nsa/os/tora (Rotryosphacriu) gre^niu 
but a study of the fungus causing this disease on Salixpurpurea var. anoustifolia, in Japan, 
showed the species to be /\ miyaheuna'", a member of the Pyrenomycetes. The organism 
develops both acervular and perithecial fructifications (Tig. 416). The conidial acervuli 
appear in early summer, crowded, sometimes joined together, often arranged concentric¬ 
ally on young stem lesions and sometimes, in some varieties of willow, on the leaves 
as well '«• From a basal stroma of mycelium within an accrvulus, densely arranged 
conidiophorcs 30 to 45 bv 4 to 6/* wide arise, producing at their apices unicellular, 
ellipsoid, slightly curved, pale-pink or hyaline conidia, 12 5 to 21-5 by 4 to 7/4 (average, 
17 5 by 6 5 /x) ,s ’; other dimensions given are, 13 0 to 23 0 by 3 8 to 6-8 p. (mostly, 17 0 
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' ,G - 416. Physatospora tniyabeana. A-D, penetration of the outer 
wall of leaf epidermis. E, F, conidia and conidiophorcs. G, 
//, asci, paraphysis, and ascospores. /. section through an 
acervulus (after Nattrass. Trans. Frit. Myc. Soc.) 

organism shows considerable variation in culture and some 
so pathogenic as others *«. 


pt. 11 

to 19 0 by 4-5 to 6 0 fi) ( J>. 
The dark-brown perithecia 
arise a little later singly or 
in small groups on the 
stems on the same lesions 
as bore acervuli, but the 
two fructifications are 
sometimes found together. 
The perithecia are globose 
to flask-shaped, 140 to 
200 ft in diameter, im¬ 
mersed, with a short pro¬ 
truding neck; the 8-sporcd 
numerous asci measure 
from 65 to 86 by 10 to 11 n, 
and are interspersed with 
slender paraphyses which 
eventually disappear ; the 
8 spores are arranged more 
or less in two rows in the 
ascus, and arc unicellular, 
hyaline, oblongtoellipsoid, 
sometimes slightly curved; 
the spores measure from 
14 to 17 by 5 to 6 fi, ac¬ 
cording to Nattrass <»*; and 
other given dimensions of 
the perithecia are from 100 
to 170/x in diameter, asci 
from 55 to 57 by 11 \i, and 
the ascospores from 15 to 
! 7 by 5*5 to 7/x, the asci 
being interspersed with 
slender paraphyses 66 by 
1 in diameter (,) . The 
isolates are apparently not 


f 


I he conidia are not adapted for over-wintering, but during the summer they 
cause widespread secondary infections. They are disseminated in great numbers 
when the rods, wet with dew or rain, sway in the wind. The spores are splashed 
on to the leaves or washed down the stem, where they are trapped in the leaf axils. 

I he perithecia survive the winter on cankered rods left uncut for a second-year 
crop, or on portions of stem left behind after cutting, or on infected twigs left on 
the ground. Infections are greatly assisted when the trees are grown in dense 
formation. 

Infection of leaves and young growing tips of shoots has been established 1 
with or without previous injury, but is much more rapid through wounds. The 
leaves of Salix americana yielded to conidial infection without wounding, but 
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those of S. purpurea only after pricking the cuticle, and the latter species is the 
only one so far investigated which has shown the acervular fructifications on the 
leaves (2 - 3) . Under damp conditions infections make good progress at a tempera¬ 
ture of 25 0 C. Penetration is cuticular (Fig. 416 a-d) and the mycelium is both 
inter- and intracellular: progress of infection is rapid, for in 6 days following 
infection the fungus is found in the petioles, and after 12 days lesions bearing 
acervuli appear at the stem nodes ; and after 36 days perithecia were also de¬ 
veloped (s) . From passing down the petioles from leaves to stem, or travelling 
direct from the growing tip of the stem, the fungus, favoured by warm, close 
weather in early summer, has been known to work down the whole length of young 
rods and actually to invade the stool itself ,61 . 

In stem infections the fungus penetrates as far as the wood and causes a brown 
discoloration which extends beyond the limits of the infected part. The tissues 
mostly affected are the phloem and cambium, and, when portions of the latter arc 
killed, a depressed area is developed which becomes the seat of canker formation. 
Moreover, the vessels of the affected wood become blocked with gum and the 
primary xylem and medullary rays are also discoloured. By the formation 
of cork below the lesion the progress of a canker may be checked, but at 
times development of cork is tardy and a canker may grow so as to girdle the 
stem entirely. From much concentration of infection at the stem nodes, axillary 
buds also suffer severely and may be killed outright, their tissues becoming clogged 
with gum. 

Osier willows in close planting suffer more than isolated trees. The varieties 
Salix alba and S. alba var. cardinalis (golden willow) and S. purpurea 
(bitter willow), all valuable basket-making kinds, are very susceptible to black 
canker. The much-grown S. triandra, according to the comparative acreage 
given to it in Britain, probably suffers heavier losses than all the other varieties 
put together (6) . * 

Since willow canker is initiated through leaves and shoot tips, considerable 
control over it can be obtained by spraying the trees with Bordeaux or Burgundy 
mixture. First application should be made when the rods arc about 6 to 9 inches 
high, subsequent treatments being given at intervals of 3 weeks ,s - b) . All diseased 
twigs should be cut out during the winter before the dormant cankers disperse 
their spores. The rods should be cut close to the stools to avoid the over-wintering 
of cankers on the snags, and all infected rods and debris must be burnt. Winter 
protection may be given by washing with copper sulphate (4 lb. in 100 gallons of 
water), or with lime sulphur (1 in 30) applied in the spring Only healthy sets, 
free from all traces of canker, should be planted ,0 ’. 

1. Alcock, N. L. : 1926. Trans. Brit. Myc. Soc. xi. 164. 
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3. Fukushi, T.: 19S1. Ann. Phyto. Soc. Japan, i, 1. 

4. Johnson, T.: 1904- Sei- Ko >- Dub • Soc • x . 1 2 3 4 5 6 7 53 - 

5. Nattrass, R. M. : 1928. Trans. Brit. Myc. Soc. xui, 286. 

6. — and Hutchinson, H. P. : 1929. J. Minis. A^ric. xxxvi, 363. 

7. Peace, T. R. : 1939 - Forestry, xiii, 38. 
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Scab of Willow, Venturia chlorospora (Ces.) Karst. = Fusicladium 
saliciperdum (Allesch. & Tub.) Tub. 

This disease is common on many species of willow in Britain and on the 
Continent, where it is known as ‘ bark scorch ' u> ; i t j s a j so f 0U nd in 

North America < 8 >. 

Willow scab attacks the leaves and twigs, causing them, in parts, to turn black, 
a piebald effect produced by the dark spots on the light-coloured stems being a 
characteristic feature < 2 >. There is considerable loss of foliage, often accompanied 
by a die-back of branches following canker formation on the stem ; dead twigs 
are usually curved or hooked at the tips, and such twigs with their diseased leaves 
may be of a reddish-brown or black colour, according to the kind of willow 
attacked. Severe defoliation of affected trees for two or three years in succession 
is often followed by the death of the tree, and even after the first year’s premature 
loss of foliage the tree seems to have little capacity for making good the loss by 
adventitious growth and eventually dies from starvation < 8 >. The dark blotches 
on the leaves soon become covered over by the conidia of the causal fungus, the 
spores forming an olive-brown velvet pile which contrasts sharply with the green 
colour of the healthy leaf. On mature leaves, only a few isolated black spots of 
variable size appear, but when young leaves are attacked the disease spreads chiefly 
along the midrib to the base, killing the tissues as it advances, and then passing 
into the stem at the junction with the leaf, spreading both above and below the 
node. After the destruction of the lamina, the withered midrib often remains as 
an extension of the petiole, still attached to the stem. 

1 his disease is caused by Fusicladium saliciperdum (l - *• *«>, a fungus closely related to 
that causing apple scab (p. 732); the perfect ascigerous stage Venturia chlorospora ,7> 
(some doubt has been expressed about this designation <•*>) has not been found in 
Britain <>». Other fungi are also associated secondarily with this disease <>' >3>. The conidia 
more or less cover the blackened leaf areas, but follow mostly the course of the larger 
veins and particularly the midrib. The spores, truncate at the base, rounded at the apex, 
are olive to reddish-brown, 1 -septate usually (the basal cell is the larger), and measure 
from 12 to 25 by 6 to 10 \i ; the spores are developed singly at the ends of brownish, closely 
compacted conidiophores <»• •>. The perithccia of V. chlorospora have been found on 
dead twigs on the ground, rarely on the tree <">. The fungus grows slowly in culture and 
spores may be formed, or the culture may remain almost sterile ; in the latter case 
blackish mats composed of brown, septate hyphae are produced, and these become 
covered with brownish aerial hyphae which remain sterile <•»; conidia have been observed 
to develop from single ascosporc cultures «*• ««>. The optimum temperature for growth 
is 20° C. ; at 28° and 30°, and at low temperatures of 5 0 down to - 2 0 C., growth was 
greatly reduced ,0 > 

Scab of willow survives from season to season under the bark of young twigs 
in much the same way as that adopted by the fungus of apple scab (p. 735). 
Conidial pustules on the twigs can survive through a dormant period and are 
probably the source of origin for primary infections of the leaves in the spring (3) . 

1 he spores from the twig pustules are washed down to young leaves in the opening 
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buds, and thereafter secondary infections are widespread during wet seasons. 
The outbreaks are especially severe after periods of flood following a series of 
dry seasons < ,2) . The disease is favoured by excess of nitrogen and lack of potash 
in the soil <s * ,0 - ,2) . 

Different varieties of the willow appear to be variable in their resistance to 
scab, according to the locality where they are grown ,8 - "K The following 
programme of spraying with Bordeaux mixture, 4 : 4 : 50, gives good control, 
(a) before the buds open, ( b) when the leaves first emerge, (f) when the leaves 
are from one- to two-thirds grown, and (d) when they are nearly full size ,8) . A 
winter wash of copper sulphate, 4 lb. in 100 gallons of water, or spraying with 
lime sulphur, 1 in 30, also gives good control 
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Dutch Elm Disease, Ccratoslomclla uhni Buisman 

The so-called Dutch elm disease, or elm die-back, probably first reached 
Europe during the war of 1914-18 <'• * 2 * »*\ but there is nothing whatever to sug¬ 
gest that it originated in Holland. It was first seen in that country in 1919 ,20 > but 
probably in France and Belgium earlier « 6 - »*■; spread through Europe from the 
Baltic to the Mediterranean and from the Atlantic to the Volga followed. In Eng¬ 
land it was found in 1927, when it was evidently of some years’ standing < 2 - 2 *‘. 

America was probably reached on several occasions from 1928 onwards in elm 
timber from Holland, the most likely origin also of the English infections. The 
attempt to limit spread in the United States has been more or less successful, but 
early surveys in England revealed such a condition in East Anglia, the Mid¬ 
lands, and the South-East as would have rendered nugatory any similar efforts. 
Natural limitation by little-understood ecological factors affecting either the parasite 
or its beetle vectors (or both) appears to be operative in Great Britain and north 
of a line from Dorset to the Wash the disease decreases in intensity. There 
was no report of it from Scotland apart from a single case of its occurrence on a 
dead log in 1939, until quite recently when it was located on both sides of the 
Border, near Kelso ,2> 3> . Seasonal fluctuations also occur ; there was a definite 
check to its advance in England in 1932 <,7) , then a renewal and a further decline 
in 1938-9. 
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i«;. 417. I in disease t(.rrtitiish,mil/ii u/mi). American elm show ini; one-si«led defoliation of the 
en>wn (photo by l urns May. hy permission of || U r. Plant Indus.. f..S\ Debt, . lurir. Cin. vn). 
I nsets, cross-section ol wood show me rinus of discoloration, and peeled branches showing 
discoloration (photos |>y Peace) 

I ,K ‘ ,nosl n,,ticcah,c C; ‘ rl > symptom is the dying hack of a part of the crown 
of the tree, the leaves on which become yellowed over the whole blade and shrivel 
(I’itf. 4 ' 7 )- 1 t'P s the affected twigs (which tend to retain their leaves 

longest) droop '-•.and after they die remain hook-shaped The progress 

in the tree is generally slow but varies enormously •- : it is not often that trees 
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are killed in a single season; in others death occurs limb by limb and it may be 
several years before all are affected; other trees, again, apparently recover " 7 ’ 
and a tree attacked one year may not be attacked the next, unless it is visited 
again by a carrier beetle izi . A characteristic feature of severe attacks is the 
growth of numerous adventitious shoots along the trunk or the formation of 
many stunted twigs with small leaves. It is not until the crown shows some 
75 per cent, diseased that the tree can be considered to be doomed. In such 
trees the holes or tunnels bored by the bark beetles are a sure sign of internal 
injury (Figs. 80, 81). An early symptom which can easily be missed is the 
absence, in January, of flower buds from the branches that are later found to 
be diseased (8) . Internal mischief may be far advanced before any outward 
signs are visible, so that the only really safe method of diagnosis is the culture 
of the parasite from wood suspected of infection : a case, indeed, has been 
reported in which this method revealed infection in half of a stand of apparently 
healthy trees ,4) . Even when gross symptoms are evident, cultural methods 
may be required to separate this disease from the wilt caused by Verticillium 
dahliae. 

Elm die-back is essentially a disease of the vascular system, damaging particu¬ 
larly the functional wood of the current season and interfering with the water- 
supply to the growing parts. A brown discoloration visible as spots or rings in 
transverse sections of the spring wood or as elongated streaks of varying length 
on stripping the bark lengthwise, is a characteristic symptom, though not always 
present and liable to disappear after death (Fig. 417). This browning may extend 
as far as the petioles and the roots, and may later affect deeper annual rings by 
passage of the parasite through the medullary rays ' 5 *. The brown colour is 
associated with a copious formation of gum and tyloses arising from the wood 
parenchyma and entering the vessels through the pits in their walls <7 '. This 
makes it difficult to detect the parasite in the tissues. As tyloses also form in 
adjacent non-infected vessels the interference with the transpiration stream is 
considerable. Cellulose is not attacked but it has been suggested that the fungus 
exerts a toxic action on the protoplasts of living cells in advance of the limits of 
its growth U7) . 

In 1922 the cause of the disease was determined as Graphium ulmi, a coremial member 
of the Hyphomycetes <9 - ,9> . Ten years later its perfect form, a Pyrenomycete Cerato- 
slumella ulmi ( Ophiostoma ulmi), was described U9 \ Mycelial conidia resembling those 
of the Hyphomycete genus Cephalosporium and a yeast-like budding stage arising from 
these arc also produced (Fig. 418 M). 

The mycelium consists of rather sparse, recumbent hyphae growing readily in culture 
in which they are 4 to 6 n in breadth while sometimes less than 1 /x across in the vessels. 
The Cephalosporium conidia (Fig. 418 a ) develop at the tips of short, often vcrticillate 
stalks, on which they form mucilaginous white or yellow heads ; they may be from 4 to 
10 by 2 to 3*5 fi in diameter and germinate either by germ-tubes forming a mycelium with 
similar spores, or by budding out in enormous quantity yeast-like cells, averaging 5-7 by 
2-6 fx ,24> . 

The coremia of the Graphium stage (Fig. 4181$) develop almost exclusively on woody 
substrata and are found in nature in protected places such as cracks in the bark or galleries 
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n .. 418.—Ceratostomt/Ia ubni. A, mycelium producing the Cephalosporium stage. R, corcmia 
of the Graphnon stage, growing in a tunnel in the wood, made by Hylurogopinus. C, an 
isolated coremium. D, a viscid mass of spores at top of coremium. E, the corcmial hyphac. 
V n * h ° r V thl , ck coremium. G, coremium hyphac sporing. H, a perithecium of C. ulmi. 7 , 
the fimbriated ostiolc of a perithecium. K, ascosporcs expelled in a viscid drop at ostiole. 
l., ascospores. XI, yeast-hke cells found in the sap in the vessels, and in sap displaced from 
naturally infected trees ( A-L . after Clinton & McCormick, Conn. Agric. Exp. Stn. Bull, (adapted); 
M ( x 1550), after Banficld, J. Agric. Rts.) 

l>orcd by beetles (Fig. 80 a). They average about £ inch high, have a solid unbranched 
stalk dark below and whitish above, and bear at the tip a dense brush of branched 
conidiophores, about 30 by 24 ft wide, on which the pear-shaped unicellular conidia, 
3 3 to 4-8 by 17 to 2‘ 1 fx, arc agglomerated into a white or yellowish glistening head 
a )°ut 350 n in diameter. Six physiologic races are reported, showing variability in 
temperature relations during the germination of the coremial spores <«•>. 

Hie perithecia (Fig. 41811) occur in nature in the borer galleries or below the 
bark and on exposed surfaces of infected wood. They are round, dark, about 105 to 
*35 M * n diameter, and have an elongated neck up to 350 /x in length by 38 (below) to 
10 (near the tip) broad. The asci arc diffluent and embedded in mucilage ; they contain 
about 8 spores, each shaped like a segment of an orange and measuring 4 5 to 6 0 by 
*‘5 /* (Fig. 418 l). The species is heterothallic and sclerotia occur <,,) which may be 
aborted perithecia that have not been diploidised by a compatible strain. 

The mycelium grows over a temperature range of 8-5° to 34 0 C. (optimum in culture 
2 5 °)- High moisture content of the substratum is required for the development of 
corcmia and perithecia. The Graphium spores withstand several weeks of drying but 
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none of the spore-forms is suited for air-horne dissemination '*• Spores washed down 
into the soil have not been found to infect unwounded roots ,il> . 

Natural infection usually takes place in the upper part of the tree, as a result 
of attack by certain insects which carry the spores in and on their bodies. Infec¬ 
tion through the roots to neighbouring trees by root unions is also possible but 
not common m ; infection of the American elm readily occurred when the 
spores were placed in the soil in contact with wounded roots ,2I) . In Europe the 
chief vectors are the small bark beetles Scofytus scofytus and S. multistriatus 
(Fig. 80 B, c), while the latter, together with Ily/uroqopinus rufipes and Saperda 
trident at a, are amongst those implicated in the United States ,6 >. The 
female Scofytus beetles excavate egg-laying galleries in the inner bark and sap- 
wood and the emerging larvae penetrate farther into the sapwood. Scofytus 
has two generations in the year, one in May hatching out in late May and June, 
and the other in August to September not emerging from the larval stage until 
the spring (2,) . In emerging they arc liable to pick up spores from the tunnels 
and under the bark of infected branches and they have been repeatedly found 
carrying infection to the succulent twigs of healthy trees, where they feed on the 
bark and outer wood. These beetles become rarer north of a line joining the 
Mersey to the Humber and their range in Scotland is not known but roughly 
the range of the vectors appears to be in correspondence with the distribution 
of the disease in Great Britain. 

The disease is restricted to the genus Ulmus and the closely allied Japanese 
Z elkova kcaki. All species and varieties of elms ordinarily grown in Britain are 
susceptible, though the Jersey elm, U. stricta wheat leyi, suffers relatively little 
injury beyond the loss of individual small branches or twigs (3 * 181 ; the com¬ 
monest English and American species, V. campestris and U. americana, are very 
susceptible. The search for resistant forms and the hybridisation and selection 
of promising types have been actively carried out in Holland, Italy, and the 
United States. Varieties of U.foliacea and the Asiatic dwarf elm, U. pumila , have 
shown a considerable degree of resistance, but the latter are too small to replace 
the western species and do not do well in England. The wych elm ( U. glabra) 
is the most susceptible of our native species; the Cornish elm (U. stricta ), the 
English elm (U. procera), and the plot elm (U. p/otii) all appear to be compara¬ 
tively resistant (,6a) . The best variety produced in Holland is U. foliacea var. 
Christine Buisman, a selection from a Spanish elm. Immunity does not seem to 
be found in any species and it is too early yet to attempt to assess the prospect 
of breeding large resistant types that could replace the many fine trees found 
in England, or to gauge the possibilities of survival of existing elms in sufficient 
numbers to preserve one of the stateliest features of the English landscape. 

1. Anon. : 1925. Ann. Trav. Pub. Belg. Scr. 2, lxxviii, 121. 

2. Anon.: 1928. Forestry Commission Ift. 19 (rev. 1947). 
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Oak Mildew, Microsphaera alphitoidcs Griff. & Maubl. 

Of recent years mildew of oak has proved to be an increasing source of trouble 
in the raising of young oak in Britain. Though its attacks are most serious on 
nursery stock and oak coppice, it occurs on trees of all ages. Beech and sweet 
chestnut are also susceptible to the same disease but, so far, there are no reports , 

°f ,ts occurrence on the latter in Britain <">. The trouble commonly follows upon 
the defoliation of the trees by caterpillars and, while established trees may be able to 
renew their leaves after one or two successive attacks, a second or a third defolia¬ 
tion so weakens the trees that they can no longer resist attacks from mildew <*«• 

In the same way, a second crop of foliage is very liable to mildew, after the first 
lot has been killed by frost. , 

I he disease is believed to have made its first appearance in 1907, in Portugal <M) , 
and two years later had spread practically throughout the whole of Europe and 
quite soon after into Asia (,7) . It was first recorded in Britain in 1908 (7 >. The 
mildew is not so serious on the sessile oak ( Quercus scssiliflora) as on the pedunculate 
oak (Q. pedunculate?) < 2< > (though in some localities the latter is highly susceptible <J2> ), 
partly, perhaps, because of the relative immunity of this variety from caterpillar 
attack and, therefore, from mildew, but the seedlings of both are about equally 
susceptible, and both are attacked in coppice ; and it is on coppice oak that mildew 
docs the greatest amount of harm 18 \ 

Oak mildew is caused by the fungus Microsphaera alphitoidcs Griff. & 

Maubl. ,2 - l2) ( Erysiphaceae ), which covers the leaves and young shoots with 
its whitish conidial fructifications to such an extent that the trees look as if dusted 
over with flour. Early symptoms on the leaves consist of small cinnamon-coloured 
spots which gradually spread over the entire lamina. These primary infections 
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usually occur early in May, and secondary infections occurring about the middle 
of June account for a prolific production of conidia. The latter become less and 
less during July and the white, powdery effect is not then so pronounced. Eventu¬ 
ally the leaves curl up at the edges, turn brown, and fall off prematurely. Brown 
patches of dead epidermis may also appear on infected twigs, and young shoots 
so affected fail to ripen properly and in consequence are usually killed off by the 
frosts of the following winter <37) . The fungus is believed to survive the winter in 
buds which had contracted infection during the previous season <J8 - 39 When such 
buds break into leaf the reviving mycelium gives rise to conidia (or oidia, as they 
arc sometimes called) which infect the young leaves as they unfold. Affected buds 
are usually seen at the base of the previous year’s shoots, the upper portions of 
which, as above stated, have already been killed off by frost and mildew. 

The mycelium of oak mildew is entirely superficial on the host ; the hyaline, septated 
hyphae are about 5 /t in diameter. For a long time, only the white, oidial or conidial 
stage of the fungus was known, but the perfect, cleistocarpic stage attributed to the 
American species Microsphaera quercina (Schw.) Burr, was discovered in France in 
1911, on moribund leaves of the sessile oak The conidia arc developed mostly on 
the upper, fewer on the lower surface of the leaves, in long chains, from erect, septated 
conidiophorcs 50 to 115 p long; the oval-shaped conidia measure, on an average, 29 
by 18 ,1 «*•>. The cleistocarps, though found in many parts of Europe ««• ,6> ,0> have 
only lately been seen in Britain *>. These were found on leaves of Qucrcus robur, in 1945 
at Brickctwood, Hertfordshire, and in 1947 at Aberystwyth «»•» and agree closely with 
the species Microsphaera alphitoides (Griff. & Maubl.) the cleistocarps with twenty 
to twenty-four appendages measured from 180 to 200 p. in diameter; the ascospores 
ranged from 18 to 24 by 6 to 13^. It is interesting to note that the type collection 
of M. alphitoides is actually the material collected in south-west France and identified 
by the finders «'» with the American species M. quercina (Schw.) Burr., under which 
name the perfect stage of oak mildew has long been familiar in Europe and America. 
In this American species the cleistocarps are reported to arise in groups on fading 
or dead leaves still hanging on the trees, occurring as many as 40 to 50 together, on 
the upper or under side **’, the more mature cleistocarps towards the centre being 
black and the outer, immature ones yellow-brown in colour mostly on the margin of a 
group "*• ”>. In 1918 cleistocarps were found in Macedonia on bushes of Q. conferta 
at an elevation of 1000 feet, on a dry hillside fully exposed to the sun. I lie fructifica¬ 
tions are apparently formed under dry conditions, when transpiration of the fungus is 
excessive in relation to the supply of food obtained from the host ”• The fungus 
is believed to be hctcrothallic '*•», and it is probable that sexually compatible strains 
necessary for their development are very rare in Britain ; but it is also suggested that 
the mean temperature and humidity relations arc unfavourable to their production in 
this and other countries «'«». The spherical cleistocarps attributed to M. quercina vary 
from 100 to 150/i in diameter, and are furnished with about 15 to 20 spreading, 
dichotomously branched appendages ; asci, from 1- to 8-spored, are numerous, ovoid, 
60 by 30/x ; the ellipsoid ascospores measure from 22 to 30 by 12/* "*• There 
can now be little doubt, however, that the designation M. alphitoides is the correct 
one for the fungus of oak mildew in Europe. The ascospores have not been observed 
to germinate, and the cleistocarps appear to play no prominent part in the over¬ 
wintering of the fungus **«»; but in Moscow, in 1924, Q. peduneu/ata was successfully 
inoculated with the spores from over-wintered cleistocarps on fallen leaves Apparently, 
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these fructifications, like the cleistocarps of other mildews, arc only detachable from 
the host alter being wetted, and, after being conveyed to a new substratum as the water 
evaporates, become firmly fixed thereto by the appendages <">; this is contrary to the 
view that the separation from the original host is effected by the appendages »>. 

As already stated, the organism survives the winter in the form of a resting 
mycelium within the buds. But some authors report the occurrence of thick- 
walled chlamydospores, 6 to 12 in diameter, on infected leaves, capable of passing 
through the winter on the fallen leaves, on the ground. The chlamydospores arc 
believed to initiate the infections of the opening buds in the spring < 2 *. J«> f but 
these spores have not been found in Britain. 

When infected buds open in the spring the rejuvenated mycelium early pro¬ 
duces conidia which attack the young emergent leaves. Possibly only a few 
infected buds may be present on a small number of trees, but once conidia begin 
to be formed, fresh infections from these wind-borne spores are widespread. 
Infection takes place only when the leaves are young, before a thick cuticle is de¬ 
veloped and at a time when the leaf possesses a high water content <”>. Primary 
infections occur on the under surface of the leaf, but subsequent infections may 
take place at cither surface, so that the superficial mycelium may eventually cover 
the entire lamina. The fungus appears to vary considerably in respect of tempera¬ 
ture relations, due possibly to the existence of different strains, for the optimum 
temperature for conidial germination is given by one author as being between 
24 and 32 C., with fungal growth increasing steadily with rise in atmospheric 
humidity <"», while another states the optimum to lie between 18 0 and 20° C., 
germination being reduced to a half at 25 0 and practically ceasing at 30° C. <*>. 
Penetration of the epidermis is direct and is immediately followed by the expansion 
of the infection hypha in the epidermal cell to form an oval-shaped haustorium. 

I he entered cell as well as a number of unentered epidermal cells in its vicinity 
turn brown, and the discoloration may start even before actual penetration, 
indicating that a toxic substance is apparently given out by the germ-tube as soon 
as it makes contact with the leaf. There is no further penetration beyond the 
epidermis, and the massive, white mycelium which develops is kept in position on 
the leaf entirely by anchorage of its numerous haustoria in the epidermis, and by 
the close contact which the rapidly interweaving mycelium makes with the leaf. 
The tips of young twigs, still uncovered bv cork, may become infected by conidia 
in the same way, and many young branches develop such a dense covering of mildew 
that they arc overwhelmed and killed. It is at this time, too, that young buds 
developing in the axils of mildewed leaves contract infection. When the bud 
scales are, as yet, soft and imperfectly closed, mycelium, and possibly conidia, from 
the attendant leaves enter through the unprotected parts and infection becomes 
established in the softer tissues of the scales and also, later, between the leaf 
primordia, there to lie dormant until the spring. As the scale leaves become 
toughened and hardened to meet the winter, it is interesting to note that the 
dormant mycelium in them is not furnished with haustoria as in the case of 
vegetative mycelium exposed on the leaves, and so it remains inactive but secure 
from harm, protected within the bud. When it revives in the spring at the opening 
of the buds, conidia are early produced and primary infections are started anew (w) . 
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A remarkable phenomenon frequently found in association with the mycelium 
of oak mildew is the presence of another fungus, Cicitmobolus , which actually 
preys upon the mildew to such an extent that it forms its dark-coloured pycnidial 
fructifications, frequently in abundance, on mildewed oak leaves. 'I his intruder 
is also parasitic on other members of the Erysiphaceae (p. 646), and it would be 
of interest to know how far it is effective in suppressing the activities of the mildew 
on the plant host. 

It has been established that varieties of the oak which break into leaf 
comparatively late in the season are more prone to be attacked by caterpillars 
than early leafing kinds, and are therefore more subject to mildew. An early 
maturing variety of the susceptible Q. peilunculata was found in the forest of 
Vierzon (20) to suffer much less in this respect than a later leafing variety ol that 
species ; and if this valuable oak is to be preserved it is clearly desirable to improve 
upon it, by selection, until an early maturing variety becomes established. In 
Britain the sessile oak is less susceptible than the pedunculate, and the Turkey oak 
(Q. ccrris) is immune, but not in its native country, south Austria 09 ’. In Belgium 
the varieties O. macrocar pa , O. nigra, Q. phcl/os , and O. pa/ustris are resistant 13 '. 

Where practicable, oaks should be planted in mixed wood with other non- 
susceptible trees ; they are then not so liable to the ravages of caterpillars as 
they arc in pure stands, and therefore not so prone to fungus attack. Suit¬ 
able * mixtures ’ arc oak-ash, or oak-ash-clm-hornbeam, or oak-alder-ash-aspen, 
according to locality ,,s *. Regeneration from sucker shoots, so liable to the 
mildew, should not be encouraged, and young plantations should be allowed to 
grow forward into high forest ,9 ‘. Coppice oak is especially liable to mildew ,s ‘. 

For the protection of young seedlings, spraying should be done before June 
(the critical period of infection) with colloidal sulphur, 2 to 4 lb. per 100 gallons ; 
three or more applications may be found necessary " J - ,7 * ,9 ‘. The value of sulphur 
treatment against mildew may be noted from the fact that oak trees in Austria, 
in the vicinity of factories emitting sulphurous fumes, remained perfectly free 
from mildew (l6> . 
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Leaf Blotch of Sycamore, Rhytisma acerinum (Pcrs.) Fries 

Black blotches resembling tar spots arc common on leaves of the sycamore 
from midsummer to leaf fall, and persist on the fallen leaves throughout the winter. 
I he spots are far more numerous on leaves of the lower branches of the crown 
than on those higher up, but the topmost leaves of the tallest trees do not escape 
infection. 1 hey do little harm to full-grown trees unless successive infections 
are heavy, but young trees and seedlings arc adversely affected through impair¬ 
ment of the leaf functions «»>. The disease is caused by Rhytisma acerinum, a 
member of the Phacidiales group of the Discomycetes «• 5 - 6 ‘. 

1 -irst signs of infection in June or July consist of small pale spots which soon 
turn yellow when about 1 to 2 mm. in diameter, and some four or five days later 
each spot becomes speckled with minute black dots which join together until 
the spot is uniformly black save for a narrow border still remaining yellow (Fig. 
419 A ) The blackened spot consists of a portion of the upper epidermis where 
the fungus inside a group of the upper epidermal cells has caused them to split in 
half, parallel with the leaf surface, and within the split epidermis the fungus builds 
up, first, the spermagonial and, later, the apothecial fructifications (Fig. 420). 

Prior to the appearance of spermagonia the surface of the blackened spot is 
perfectly smooth but soon develops a number of small round or oval pimples 
towards the centre where these fructifications are being formed (Fig. 29). Each 
pimple develops a raised margin and, later, one or two tiny ostioles at the top, 
through which myriads of spermatia exude to the surface in a thin milky film. 

I he spermatia arc very narrow, bacilliform, slightly curved, hyaline, and uni¬ 
nucleate, measuring 6 by 1 n ; they have not been observed to germinate (Fig. 
29 d). Spermagonia continue to be formed from June till August and, thereafter, 
the black stroma, still increasing in area, forms again a smooth, blackened region 
surrounding the defunct spermagonia. The spots do not expand indefinitely 
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1* i<i, 4 ■ i).— I .I'iif spin of sycamore ( Hhylunin met inn hi). .1. early infection (July) showing Mack 
spots surrounded l»y a yellow margin ; spermagoma will soon appear on ilu-se stromata. H, 
a leaf on the ground (January), well protected in a layer of the leaf humus, showing almost 
mature apothecia around the margin ol the spots 


and arc usually checked when about 15 cm. in diameter, but infected areas often 
join together to form larger spots of diverse shape. 

The extended zone around the spermagonia soon becomes wrinkled and 
numerous apothecia develop within the split epidermis in this area (Fig. 29 K). 
Apothecia may also arise within old spermagonia but occur mostly in the extended 
zone around them. This zone during development becomes divided up by solid 
partitions of fungus pseudoparenchyma, which radiate roughly from the centre 
of the spot like the spokes of a wheel, the hub representing the spermagonial 
region, and for the accommodation of the spoke-like partitions the fungus has 
meanwhile increased the tangential splitting of the epidermis all round. Each 
roofed space between the spokes accommodates an apothccium and, in preparation 
for the time when these fructifications have to spend the winter in the fallen leaves 
on the ground, both the roof and the floor of the apothecial cavities are greatly 
thickened bv closely woven fungal pseudoparenchyma which is further reinforced by 
much deposit of black substance cementing the cells firmly together (Figs. 23, 420 b). 
I .eaf fall is now imminent, but before it takes place the hymenium is so far developed 
in the apothecia that groups of ascogenous cells arising at frequent intervals along 
the whole length of the elongated apothecia have already been developed. The 
leaves are cast off at the usual time and in the usual manner, for the fungus inter¬ 
feres in no way with absciss formation and never extends in the lamina much 
bevond the limits of the black spots. If the fallen leaves arc heaped up or other- 
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wise protected from desiccation, the 
stromata survive the most rigorous 
conditions of winter and apothecia 
may be found as early as January 
(Figs. 419 b; 420 c) to have well- 
differentiated asci and paraphyses (l) . 


The asci are uninucleate for a long 
time and continue to develop up to the 
end of March or later. The stromata 
do not survive in dry, wind-swept 
leaves, but tide the winter successfully 
in leaves on the lee side of a hedge, in 
damp crevices of walls, or deep clefts in 
tree crotches where moisture collects, 
or wherever there is a thick carpet of 
leaf mould. An apothccium dehisces 
along its entire median ridge (Figs. 
2i) f, <;; 420 c, l>) and under humid 
conditions spore dispersal takes place 
over a long period and the same stromata 
may continue to shoot spores intermit¬ 
tently, i! moistened. The club-shaped, 
X-spored asci arc 120 to 130 by 9 to 
to n ; the ascospores arc unicellular, 
uninucleate, filiform, and hyaline, and 
furnished with a thick, firm gelatinous 
sheath u> . On a culture-medium of com¬ 
plex composition the fungus developed 
stromata and apothecia at room tem¬ 
perature after being exposed to low 
winter temperature (?> . 


I'lo. 420. Uhytmnu uterinum. .1. transverse sec- 
tmn ot portion of a spennauoni.il stroma ; note 
the split epidermal layer, its upper half with 
the cuticle carried up ; the short spermatio- 
phores, forming a dense layer, produce an 
enormous mass u| minute spermatia; limits of 
a sperinagonium indicated by the black pillars. 
H, portion of transverse section of leaf, after 
production of spennauonia is over, showing 
mycelium in all cells of leaf; note h\po- 
thccium with vertical hyphae which are huild- 
inu up the roof (cpithcciuni) of the future 
apothccium. C, transverse section of almost 
mature apothecia, in leaves on the ground. I). 
a mature apothccium. the roof split open : 
tile hypothecium shows asci in all stages of 
development of ascospores. (See also Figs. 5. 
-.1. 29.) (The lines on the prints 100 «.) 
(From microphotos by Jones) 


Infections at the lower surface of 
the leaves arc stomatal and begin 
soon after the unfolding of the buds. 
The ascospores become attached to 
the cuticle by their sticky gelatinous 
sheaths and the single germ-tubes 
entering the stomata branch profusely 
to form a septated, hyaline mycelium 
which is entirely intracellular (Fig. 5) 
except when the hyphae cross the 
intercellular spaces of the mesophyll 
to pass from one cell to another. 
The host tissues occupied by the 
fungus retain their shape to the end 
and the fungus-filled mesophyll and 
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lower epidermis, much reinforced with black substance, form a firm foundation to 
the stromata during all stages of development. 

The disease can be entirely prevented if the fallen leaves arc destroyed in the 
autumn before the stromata are matured, but this is hardly practicable unless the 
trees are few, and there is no certainty that they may not again become infected 
from ascospores carried by wind from distant trees. Spraying with Burgundy 
mixture is recommended for young trees ' 3 '. 

1. Bracher, R. : 1924- Trans. Bril. Mye. Soc. ix, 183. 

2. Jones, S. G. : 1925- Ann. Bot. xxxix, cliii, 41. 

3. Klebahn, H.: 1894. Bot. Ceniralb. xxiii. 

4. Muller, j. : 1893. Pringsh. Jahrb. Bd. xxv. 

5. Muller, K.: 1912. Benefited. Bot. Get. xxx, 385. 

6. — 1912. Centralb. f. Bakt. Ab. 2, xxxvi, 67. 

7. Schweizcr, G. : 1932. Plant,1, xvi, 367. 

8. Wagner, K. : 1927- Gartenflora, lxxvi. 81. 


Root Rot of Larch, Armillaria mellra (Fr.) Quel. 

Root rot is a severe affection of coniferous trees. It is caused mainly by 
Armillaria mel/ea , the well-known * honey agaric \ which is no doubt the most 
destructive of all fungi that attack the underground parts of trees and other plants. 
Its hosts arc numerous and range from herbs to forest trees. Moreover, it can 
thrive for indefinite periods on the remains of these hosts in the soil as a sapro¬ 
phyte. Herbs and young trees may be killed within a comparatively short time of 
infection, while woodland and forest trees may harbour the fungus for years before 
it finally destroys them. 

Armillaria is a native of woodland soils, and its occurrence in cultivated land 
can always be traced to a previous occupation at some time or other by trees. It 
is a most virulent parasite of coniferous trees and is also destructive to deciduous, 
broad-leaved trees and fruit trees. After the death of these hosts it thrives on the 
stumps left in the ground and, if these remains are removed, even the smallest 
bits of infected root or stem left behind are often sufficient to keep the fungus 
alive in the soil. The organism cannot maintain itself if severed from its natural 
food base. 

Although the parasitic activities of A. mellea arc undoubted, some believe that 
it becomes aggressive only when the living plant is in a weakened condition such 
as would follow upon drought, frost, or human interference with natural con¬ 
ditions (6) . Thus, in a wood of closed canopy, of beech for instance, which main¬ 
tains the ground in a dry condition, the fungus is not common, but in an open 
wood, such as one of Scots pine which allows considerable rain to reach the roots, 
the conditions are favourable to infection ; again, it is recorded that in a mixed 
wood of beech, pine, spruce, and silver fir the fungus became parasitic only after 
the densely leaved beech had been removed : the gaps left behind, becoming weed- 
ridden and by conserving moisture, enabled the fungus to attack the conifers, and 
it was significant that the shallow-rooted spruces were the first to be affected, 
followed by the deeper rooted pines, and finally the silver firs 
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Leading an active parasitic life Armillaria causes a type of dry root rot, and its 
victims include, among conifers, pine, spruce, larch, deodar, araucaria, Douglas 
fir, etc. ; among broad-leaved trees, oak, beech, chestnut, walnut, citrus, and others; 
in the orchard it causes root rot of apple, pear, medlar, plum, cherry, nectarine, 
black currant, raspberry, gooseberry, and strawberry ; it is reported also to have 
attacked potatoes in Scotland, North America, Australia, and Japan ; in Nyasaland it 
was recorded in 1927 to have destroyed tea plantations where infection was traced 
to old tree stumps 8 * "• ,2 - ,4 * ,6> ,7> 2S - 26) . 

It is difficult to determine what factors, ecological or nutritional, encourage 
Armillaria to adopt a parasitic habit. Possibly, as long as the fungus derives 
its food from humus, or other organic and mineral constituents of the soil, as 
a saprophyte, the trees are not attacked, but if the food in the soil falls short 
of its requirements the fungus then attacks the living trees. It is not known to 
what extent Armillaria can compete in the soil with other fungi and bacteria, but 
should its nutrition suffer from the greater success of its competitors, then such 
conditions would perhaps induce it to seek its food from the living tree. It is 
suggested, again, that A. mellea possesses physiologic races which differ in patho¬ 
genicity, and that where the weakly parasitic or saprophytic races exist, the trees 
escape (4) , while in other places where virulent races of the organism arc present, 
the trees are attacked 

The life-history of this fungus has been fully described by Hiley (,,) in its 
parasitism of the larch. This and other trees may be infected for many years 
without showing any apparent signs of ill-health, and the fungus may be present 
in the roots and trunk for a long time before the familiar honey-coloured sporo- 
phores appear around the base of the tree (Figs. 421,422 a). The larch is not usually 
attacked before it is about fifteen years old, and may not succumb for many years 
after infection. The first visible symptom to appear on the crown is a yellowing 
of the foliage on one or more branches, followed by premature defoliation ; entire 
branches may be lost, and in an advanced stage of the rot there is usually a copious 
ffow of resin from cracks in the trunk, often running to the ground and forming 
sticky masses with the dead leaves around the base of the tree. 

Having penetrated into the roots, the fungus travels for the most part under 
the bark into the trunk but does not extend into the crown. In stages of advanced 
decay large portions of bark may be pulled off the trunk, exposing to view thick 
wefts or cords of stringy mycelium arranged lengthwise in parallel with the axis 
of the tree, several cords being joined together irregularly by cross strands of the 
fungus, in ladder fashion, and at other points interlacing or anastomosing to form 
still thicker strands, the whole system being cream-coloured when freshly uncovered 
but turning brown or black with exposure to the air, and then resembling a flat 
irregular network of black shoe-laces joined together by cross pieces of narrow 
diameter (Fig. 422 b). These strands are the sub-cortical rhizomorphs which 
extend from under the bark of the roots often to a considerable height up the 
trunk. If the bark is stripped off higher and higher the rhizomorphs arc seen to 
lose their stringy form, spreading out gradually in the form of white sheets of 
mycelium extending like fans over the sappy surface of the wood ( H Again, if 
the soil around the roots is carefully cleared away the rhizomorphs may be followed 
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out from the roots into the soil, hut unlike the flat shoe-lace form, they arc- 
round, cord-like growths of a dirty white colour, and these soil rhizomorphs 
may often be traced to their origin from a decayed stump at a considerable dis¬ 
tance away (l - 7) . 

At an advanced stage of the rot, the fungus having penetrated into the woody 
tissues, a cross-cut of the felled tree shows the diseased wood to be marked by 
black lines of discoloration cutting off, here and there, triangular or roughly 
circular portions of the wood, more or less filled with fungus mycelium. These 
enclosed masses of fungus-filled wood delimited by the black zones arc called 
xylostromata (or pseudosclerotia <2> ), and have already been described (Figs. 20, 
21) (sec Chapter I, p. 17). 

It is not clear what the exact conditions arc which lead to the appearance of the 
sporophorcs. These fructifications may arise singly, but occur more frequently in 
clusters around the base of the tree or diseased stump, or near by on the ground 
but in all cases they are attached to rhizomorphs (Fig. 421) or to mycelium beneath the 
hark ; they arc rarely found on the trunk above ground level. 'Flic mushroom-like 
sporophorcs varv from 7 5 to 15 cm. in height ; the stalks arc of a dull orange or brown 
colour, sometimes black at the base, with a ring or * armilla ’ about three-fourths of the 
way up ; the cap, measuring from 5 to 15 cm. in diameter, is tawny or honey-coloured, 
with dark-brown scurfy scales covering its raised centre ; the gills are white, and the 
hyaline basidiospores measure from 8 to 9 by 5 to 6/*. 

The spores are easily grown on a variety of media such as plum decoction, sterilised 
manure, and media rich in carbohydrate, starch or glucose preferably, with peptone for 
nitrogen «• "• *•». Suitable conditions arc a reaction of />! I 5 0 and a temperature range 

of 18° to 25 0 C. Mycelial growth, at first white, later dark-brown, becomes heaped up at 
the centre of the colony to form a dense mass like a sclerotium, from the margin of which 
clumps of mycelium or stringy branches resembling small rhizomorphs are produced. 
The surface of the sderotial body is formed of hyphae with dilated terminal cells very 
similar to the hyphae that fill the tracheids of the wood when a xylostroma is being 
formed (Fig. 20) <»• From the manner of its growth on the surface of artificial media 
and its strict partiality for penetrating well-aerated tissues,such as the cortex, the mycelium 
of Armiliaria is strongly aerobic, and were it not for the internal adaptation of the rhizo¬ 
morphs for storing air (Fig. 19), the fungus would not be able to exploit the deep-seated 
tissues of the tree ,,0 \ Saltations are frequent in cultures on malt agar. 

It is not at all clear what the role of the sporophores can be in the spread of 
root rot amongst living trees in the open (,7) . It appears, however, that the spores 
can grow on dead wood of stumps or fencing posts. In the orchard, on the soil 
or grass around the trees, there may often be seen white floury deposits of spores 
dropped from the sporophores, and it is probable that from such centres, by the 
production of a considerable amount of mycelium from the spore masses, infection 
may extend through the soil to the roots of living trees Individual spores are 
apparently incapable of infecting the plant, and whether they succeed in mass 
has not been proved. But possibly primary infections are started in this way 
from massed spores of potentially pathogenic strains. Moreover, it is probable 
that there arc strains of A. mellea some of which differ not only in degrees of patho¬ 
genicity but also sexually, so that only compatible strains form sporophores and 



I n;. 421. The sporophores of Ar miliaria me/lea at the base of a dead yellow birch (photo by 
permission «*f Spaulding and Bur. Plant Ind., I \S. Drf>t. Anne. ‘Tire Pest' Leaflet 21). 
The sporophores of A. me/lea at the base of a recently cut tulip tree showing the fruiting 
bodies on the path formed from the same infection (photo by Reid). Three sporophores of 
A. me/lea attached to a rhizomorph (from Hilcv's Fauna/ Diseases of the Common Larch, by 
permission of Oxford Clarendon Press) 
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some strains may be virulent parasites in a vegetative capacity and yet be incapable 
of producing fructifications. 

Infection of the living tree is effected by the rhizomorphs in the soil. Some 
authors state that the fungus can only enter through wounds on the root or at the 
base of the trunk, such as cracks in the bark near soil-level made through the 
action of frost, boring insects, rodents, or by mechanical injuries during cultiva- 
tion "■ ;l . Seedlings of Corsican pine in a sand culture inoculated with mycelium 
of A. mellea were attacked at the points of emergence of the lateral roots, each 
point being the origin of a separate infection But investigations have estab¬ 
lished that cork-protected surfaces of root or stem can be penetrated by the rhizo¬ 
morphs without previous injury 21 >. A rhizomorph, as above stated, is a 
hrm cord-hke aggregation of hyphae, endowed moreover with apical growth. The 
t.p of one of its numerous branches is not unlike the root tip of a young seedling, 
but when examined closer the outside consists of somewhat loose thin hyphae 
extending outwards like frayed string (Fig. 19). Below these superficial loose 
hyphae there is a cortex of closely interwoven cells forming a well-consolidated 
tissue ; the core or ' medulla ' of the rhizomorph is, however, of much looser 
texture, and as the rhizomorph expands by growth a central cavity is formed in 
the medulla and this becomes the main aerating system of the rhizomorph. Young 
rhizomorphs, especially at their tips, give out a sticky fluid which in older parts sets 
hard like a crust or cement so that the loose superficial hyphae become lost in older 
rhizomorphs the firm cortex then becoming the hard rind which by exposure to 
air turns dark brown or black. When a rhizomorph is about to produce new 
branches at numerous points along its length, each branch arises as a smooth- 
topped dome of hyphae in the inner layers of the ‘ cortex ’ and eventually the 
young growing dome breaks through the rind of the parent strand Rhizo- , 
morphs in active growth are endowed with a peculiar luminescence which is 
apparently due to auto-oxidation <■». Numerous enzymes have been extracted 
from rhizomorphs <•*>. When the free end of a rhizomorph growing through the 
soil comes into contact with the cork-covered root of a susceptible host, it becomes 
attached to it by means of the sticky mucilage secreted by the tip, which soon sets 
hard like cement so that firm contact is made between rhizomorph-tip and the ' 
host. The part behind then comes to lie alongside the root, sending out on that 
side in contact with the root a number of short branches the tips of which become 
glued to the host in the same way as the apex of the parent rhizomorph. Thus 
numerous points of contact with, and penetrations of, the root, if successful, are 
established. Moreover the apex of the parent rhizomorph is still free to proceed 
with further growth, and to give rise to further side branches, because its original 
anchorage to the root was secured only by the loose hyphae around and behind the 
tip, so that the latter is free to grow forward just like the growing point of a shoot. 

Actual penetration of the cork layers appears to be mainly from mechanical pressure 
exerted by the tips of the short rhizomorphic branches, each secured in place 
>y the cementing external hyphae, and as pressure is maintained by continued 
growth of each branch, the cork layers become compressed at each point of 
contact (cf. Fig. 112). But there is no splitting apart of any of the cork cells, nor 
of any kind of solvent action on them by the thrusting tips. How the final break- 
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through is accomplished is not clear, hut it is apparent that each rhizomorphic tip 
is penetrating as a whole and there are no signs of its disruption into strands or 
hyphae that would insinuate themselves between the cork cells. But a significant 
feature is that there are still some two or three layers of the innermost cork cells, 
next to the cortex of the root, which arc resisting the compression from without and 
some of the cortex cells immediately below these cork layers are turning brown 
and apparently becoming plasmolised, the cells appearing to be gradually killed 
from 'an influence felt he/oiv the cork' '- } \ It is difficult to understand how in¬ 
ternal plasmosysis can arise from the effect of some diffusible substance from 
the rhizomorph passing through suberised layers, and possibly the effect of the 
localised pressure (which may be quite considerable) is to break down the turgor 
of the affected cortical cells and so release some influence from within which finally 
assists in the complete break-through, for ‘ as the pressure continues, the suberised 
walls in direct contact with the rhizomorphic tip arc seen to disappear as if acted 
upon by some dissolving force, and the rhizomorph pushes through into the cells 
below * iZi \ 

As soon as the rhizomorph has penetrated the cork it branches profusely 
within the cortex to form a thick white flaky mass of mycelium, or if penetration 
goes deeper, the flakes are laid down in the phloem or, deeper still, in the cambium. 
In any of these regions the spreading fungal growth must naturally become 
compressed owing to the proximity of the firm woody cylinder and consequently 
is forced to extend itself fanwise. By means of fine hyphal branches given off at 
right angles from one or both sides of a fan, the host tissues adjacent become 
further infected, and it is from the inner surface of a fan, usually of one which 
had become established in the cambium, that fungal hyphae travelling in a radial 
direction chiefly through the living parenchyma of the medullary rays are able to 
penetrate the woody tissues of the tree. The living cells of the medullary rays 
play a vital part in the distribution and feeding of the fungus as the hyphae pro¬ 
ceed to occupy the tracheids, for all the tracheids of the wood are everywhere 
at one level or another, in contact with the living parenchyma of a medullary ray. 
Not only are these living cells exploited and invaded, but the fungus, at the expense 
of being nourished by them, is enabled to proceed from trachcid to tracheid by 
means of boring through the lignified walls. 

In the larch, for a long time after infection, there is comparatively little 
mycelium within the woody cylinder and little interference with transpiration and 
the normal functions of the tree, so that many years may pass without any visible 
signs of disease above ground. When, however, it is seen that the leaves are 
turning yellow and falling prematurely, with branches here and there becoming 
denuded of leaves, such symptoms indicate that the woody tissues in root and 
stem are in progress of occupation by the fungus, but it may still take some years 
before the xylem towards the base of the tree fails entirely in its supply of water 
to the head. With the death of the crown, however, decay of the trunk proceeds 
apace. This advanced stage of the disease has already been referred to when de¬ 
scribing the xylostromata in the wood (p. 17). The discoloration of the diseased 
wood is apparently due to the occurrence of a gummy substance which is of a 
light colour when first formed but soon darkens to black, especially when exposed 
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to the air (I'ig. 21). In the final stages of the rot great changes occur in the 
xylostromata, due no doubt to the action of numerous enzymes, and resulting in 
a disintegration of the wood. When the dead bark finally falls off, the dry, rotted 
tissues fall apart, some in thin black flakes (from the black zones) and some in 
clumps, with stringy white strands attached to them and, mostly under the bark, 
the characteristic shoe-lace rhizomorphs may be found in abundance. Armillaria 
thus kills the tree from the roots up, extending first under the bark and then into 
the wood of the trunk. 

A. mellea in its parasitism demands a high degree of humidity and does not 
usually attack stored or felled timber except under very damp conditions <*>. 

Owing to its capacity for existing as a saprophyte A. mellea is difficult to eradi¬ 
cate from the soil. But as far as practicable all infected stumps and roots should 
be dug up and burned. Careful watch should be kept for the sporophores ; it is 
not sufficient to destroy them, but they should be traced to their origin and the 
connecting rhizomorphs and food sources removed. As this method is very 
laborious, a frequent practice is to dig trenches around infected stumps deep 
enough to ensure that no rhizomorphs arc left uncut. ‘ Ring barking ' carried 
out sometime before the trees are felled, is also resorted to as a means of starving 
the fungus in the roots, thus preventing the flow of carbohydrates ; deciduous 
trees, in general, become depleted of carbohydrates more rapidly if they are allowed 
to break into leaf before being ringed (,7> . in some localities ‘ gassing ' of infected 
stumps and contaminated soil is carried out with carbon bisulphide, and the treat¬ 
ment is said to give better results in soils of low moisture content ,24> . Iron sulphate 
sprinkled around the base of infected trees is stated to prevent spore germination 
and development of mycelium '*•. 

Broad-leaved trees, in general, are more resistant than conifers to Armillaria 
root rot, but in mixed woods of closed canopy the susceptible conifers arc not so 
liable to be attacked. It is significant that in pure natural stands of coniferous 
forest Armillaria is rare, but if pure stands of conifers are established on the sites 
of old broad-leaved forest the fungus flourishes luxuriantly (6) . 
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Heart Rot of Conifers and Other Trees, Fames annosus Fr. (Cooke) 

Fomes annosus is the commonest cause of heart rot of the larch in Britain, and 
is responsible for very heavy losses on certain types of land. The fungus attacks 
other conifers <4> 6 - 9a * as well as various hardwoods ib > 20 • 2, \ In Denmark, where 
it is often known as spruce red rot, it causes much injury to Norway spruce 
(Picea abies or P. excelsa), Sitka spruce (P. sitchensis ), and the Weymouth pine 
(Pinus s/robus). Pinus contorta and the silver fir (Abies alba) show an intermediate 
degree of susceptibility, while Douglas fir (Pseudotsuga douglasii), larch (Larix 
decidua ), and Scots pine (P. sylvesiris ) are fairly resistant ,,5) . Scots pine may, 
however, in some areas, as in south Scotland ,2 \ show severe damage, but in 
coniferous plantations in Great Britain this tree appears, in general, to suffer less 
than Norway spruce and European larch (, °*. The disease, described below on 
the larch, is known throughout Europe and North America, and is found also in 
Australia, India, and northern and eastern Asia. % 

Heart rot is most destructive to young larches up to 10 years old ; the infected 
trees turn reddish brown and drop their leaves, death ensuing in a year or two 
in severe cases. In older trees in the plantation the disease seems to appear when 
the canopy has become closed (l * 2> ; from 15 to 45 years of age the trees are 
seldom killed outright, but the infection is tolerated and pursues an insidious 
course, gradually rotting away 
the heartwood until the trunk 
becomes hollow. There are 
few symptoms, apart from 
some loss of colour in the 
foliage, and even the sporo- 
phores of the parasite are not 
often to be found on the larch, 
so that it may be necessary, 
in order to judge the extent of 
the infection, to tap the trunks 
for a hollow sound or to take 
a boring from the heartwood. 

Infection occurs under¬ 
ground and seems to be 
usually through the tips of the 
deeper roots which have been 
killed back from one cause or 
another (l4 - ,5) . The fungus 



Fk;. 423.—Heart rot of larch {Fames annosus). Rase of a 
larch trunk which has been excavated underneath. 
The lateral roots show figured rot, whilst the tap-root 
and an anchor-root are completely rotted (Hiley’s 
Fungal Diseases of the Common Larch, by permission 
of Oxford Clarendon Press) 




9i6 


pt. II 


SELECTED DISEASES 


enters through the dead tissues and passes upwards to the trunk through 
the deeper layers of the wood. The lateral, surface roots may be reached by an 
extension of the central infection from the collar of the tree (,2) or by direct attack 
from the surface soil in which the fungus grows and where it promotes acidity with 
consequent root-killing (,) . In young trees the surface roots are completely 
decayed (Fig. 423) and thin sheets of mycelium may be found under the bark or 
there may be small pustules of dirty white mycelium on the bark. The surface 
roots of older trees are decayed only in the centre of the woody cylinder and may 
remain functional for a long time ; in the trunk decay is confined to the heartwood 
and is at first localised in small groups of tracheids with medullary rays. These 
become surrounded by a deposit of ‘ wound gum \ forming a black zone which 
may for a time isolate the decayed islands of tissue from the sound heartwood 
beyond (,2) . The result is a pitted condition which increases as new islands of 
decay form, until the wood is honeycombed with cavities. Sometimes the ad¬ 
vancing decay is annular owing to multiple invasion from the roots, and solid 
spikes of hard wood several feet in length are left isolated from a decayed outer 
ring of heartwood. More usually, however, the whole of the heartwood is involved : 
the cavities become confluent and a loose, yellow, spongy or fibrous mass remains 
which may be further broken down by wet rotting due to secondary bacteria and 
fungi. I he sapwood remains sound and functioning, separated from the rotted 
centre of the trunk by a gummy or resinous zone across which the fungus does 


not pass. 

The mycelium reaches the inner wood 



I-IG. 424 .—Fames annosus. Decay in the larch, 
causing small white pockets of rot. shown in 
the delignified specks in the decayed wood 
(Principal Decays of Softwoods used in Great 
Britain, by permission of W. R. Day) 


through medullary rays in dead roots 
and enters the tracheids through the 
simple pits. Here its extension is 
mainly axial, but the coarser axial 
hyphae give off fine branches which 
enter neighbouring tracheids through 
very fine bore-holes made by enzymes 
excreted only at the hyphal tip <l6) . 
Dark, thick - walled hyphae with 
swollen ends accumulate here and 
there in the heartwood of the trunk, 
causing a black pitted appearance in 
section. These have been thought to 
be centres of enzyme energy, the 
product of which leads to solution of 
the middle lamella between the cells 
and the delignification of the cell 
walls. Both lignin and carbohydrates 
are destroyed 08 '. No fewer than six¬ 
teen enzymes were produced by this 
fungus isolated from red cedar (Juni- 
perus Virginian a) attacked in north 
Carolina A bleached whitish 

cellulose residue is left for a time but 



TREES 


917 


CH. XVII 




ultimately this is also dissolved. 

The fungus belongs to the ‘ white 
rotting ’ group of wood destroyers 
(Fig. 424), attacking all con¬ 
stituents of the wood ; it is 
one in which action on the cellu¬ 
lose is delayed The wood 
is left light, dry, and yellowish 
in colour, often with persistent 
black spots Its alkali solu¬ 
bility increases with advancing 
disintegration us> . 

Sporophores form more freely 
on other conifers than on the 
larch. They develop on the stem 
after death, either as hoof-shaped 
brackets at the base of the trunk or 
as resupinate crusts on the under 
side of lateral roots overlying cavi¬ 
ties in the soil due to surface 
wash or the burrows o! rodents 
(Fig. 425). The upper surface is 
reddish-brown, the lower, white or 
biscuit -coloured and porous. The 
pores are lined with a In incniiim of 
usually 4-spored hasidia, 30 to 40 
by 8 to 10/t in diameter, inter¬ 
mingled with paraphyses. The 
ohovoid basidiospores are hyaline 
and measure 5*5 to 7 by 4 5 to 5/1. 

The sporophore is perennial, form¬ 
ing its fertile porous surface in layers \ear after year. Dissemination is partially in air, 
but burrowing rodents are believed to be liable to carry the fungus to new roots. 

I 'omrs annosiis grows well in culture, binning a colourless mycelium which becomes 
matted and fawn-coloured and may eventually develop a porous surface. Ellipsoidal 
terminal chlamy dospores, 9 to 15 by (> to 12/*, and Eurolium-hkv conidiophores bearing 
obovoid hyaline conidia, 5 to 8 by 3 5 to 6/i, are also produced. These conidia, which 
appear in no other species of Fomcs germinate like the basidiospores and conidial 
cultures have yielded small sporophoresThe mycelium forms acid vigorously '*• •• 
and has its optimum reaction for growth about />ll, to/>ll 4 * or />II fc '"- io> ; in nutrient 
media it tends to adjust the reaction towards this level Its optimum temperature for 
growth is about 23 C. ,,v ’. 

The disease is more severe in plantations on arable than on pasture or moor¬ 
lands "*• 17 ’; possibly owing to deficient aeration of the ‘ plough pan ’, early die- 
back of the vertical roots occurs in the former type of soil ,m . It is also more 
severe when conifers are grown in a second stand immediately following the first, 
presumably because the accumulation of raw humus leads to soil sourness and 

2 C 


425. /•»»*/«* utmotus. Top, the sporophores on 

the nxit and crown, and on lateral roots, the latter 
probably overly inu cavities or rodent burrows in the 
ni til (photo by Itostrup ; by permission of I*. 
Sputildinir and llur. I’lant. Ind.. ( '..S’. Dept. Auric. 
* Tier Ten" l.mjlrl ; root rots of conifers, No. ih). 
Ih low. the sporophores at base of an old pine stump 
{Tinmpul Deant •>) S»/Huh nit uteil in (Iteal liiilain, 
by permission of W. It. Day) 
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death of lateral roots Soil acidity is one of the most important predisposing 
factors in infection, which is also more virulent in the larch on sandy soils than on 
clay (ls) , though the reverse occurs in spruce <l7) . 

Strongly acid soils should if possible be avoided in planting conifers, owing to 
their tendency to induce heart rot. In moderately acid soils much can be done 
by preliminary removal of plants that promote acidity - bracken, heather, the 
\ acciniums, and the like — and leaving time for the decomposition of the raw 
humus at the surface of such soils. (In .940, in Norway, however, moorland 
plants of the heather type were believed to assist materially in the transmission 
of the parasite "’»>.) Lime and insoluble phosphates should be freely used in 
planting to counteract acidity. Young and middle-aged trees are prone to in- 
lection when the closing of the canopy leads to an accumulation of raw humus, 
so that heavy thinning is recommended when the stands are 20 to 25 years 
old <«• * In starting a larch plantation physical and biotic requirements of the 
tree need to be taken into account «■ ; seed from a racial stock of home origin 

is preferable to nursery seedlings, and during cultivation every effort should be 
made to induce shallow rooting and avoid deep penetrating roots, on account of 
their liability to asphyxiation in the subsoil '*• «s>. 
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Larch Canker, Dasyscypha willkommii (Hart.) Rohm 

Larch canker is widespread in Europe, from humid lowland to high alpine 
situations ; infections found in America on introduced European larches (Larix 
decidua and L. leptolepis) arc believed to have been eradicated (, H 

1 here is much difference of opinion concerning the etiology of larch canker, 
a disease which causes great injury in young plantations in Britain. By some it is 
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attributed to the attack of the Discomyccte Dasyseypha willkommii, by others to 
frost, and others again invoke both these agencies acting together ; the last is he 
view which seems most satisfactorily to explain the symptoms and course of the 

^Dasyscypha has, however, been considered to be the primary cause of larch 
canker i'-''- 1, ”• l8 ' It is possible that failure to produce cankers by inoculation 
has sometimes been due to confusion between the parasitic spcces R 
and the purely saprophytic D. calyrina which almost invariably accompanies it 
though it has also been claimed that they should be regarded as forms of a smgle 
species since all intermediate stages between them occur ■* . In the fo'c'Stale 
it is claimed <>« that D. mllkammii alone is associated with « nkc ^" 10 " d " 
strain of the fungus received from America has been found in -ngland " cause 
necrosis and die-back of twigs of Unix dead,", in the absence of l 

Nevertheless, according to some, if frost action were to be substituted for the 
action of the fungus the sequence of events in the development of the cankers 
as described below need not be seriously altered 14 '• 

In young larch the cankers develop rapidly and are usually « 
lished within the first six years of age ; they may completely gird andI k." seed 
lings a year or two old. Injury diminishes with growth and pnctrc>»> ceases 
after ™ or 40 years «'"• »•». Cankers on the mam stem almost mvar.abl) appear 

at the base of a lateral branch which has died back (Fig. 426). ° r near a d °^ a "' 
bud <>. in. At first they are simple swellings but later become open wounds 
forming an amphitheatre floored with dead wood and surrounded hy raised tiers 
of swollen tissue. A copious flow of resin comes from them and may stream dow n 

the stem before hardening to a white crust. , , , 

In Britain the larch is susceptible to frost injury in the spring from he end of 
March to the middle of May and again in the autumn from ab°ut mid-September . 
The former period coincides with the renewal of camb.al actiuty and the new 
cambium starting from the buds and pro¬ 
gressively developing downwards, often in 
localised patches around a bud or twig, 
is particularly liable to suffer from frost. 

This may kill or damage its tender cells 
while leaving the exterior tissues unscathed. 

The injury may vary from tree to tree or 
even in different parts of the same tree in 
accordance with the stage of cambial growth 
around a particular bud or shoot. 

The sequence of events leading to the 
formation of a canker may be attributed, as 
above mentioned, wholly to frost action or 

wholly to fungal infection. In Fig. 427, I, p |c 42 6—Canker of larch. Canker show- 
infection (or frost action) has occurred at ing origin from a branch, and subse- 

. v . 1 __ m - r i,.,i v Th»* quenily healed on one side ( x S) (after 

a patch on the stem marked X. 1 he HUcy. The Fungal Diseases of the Common 

effect is not to kill but to cause a portion , Mrfh by pcrm j ss i on of Oxford Claren- 

of cambium AB to be stimulated to form don Press) 
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1 '427 —Larch canker. Diagrams showing stages in the formation of a canker. 1, infected patch 
01 stem at X, the invading fungus about to affect a portion of the wood cambium at AH, dircctlv 
opposite. 2 , extension of the * stimulus • at X. but AH, not yet killed, has formed a layer of 
abnormal wood (see Fig. 135) which has become covered over by normal wood. 3. extension 
of fungus right down to the cambium at CD. which has been killed, so that no wood has been 
formed in this part, and here the external tissues are collapsing. 4, the fungus has affected 
portions of cambium CE and Dh, as in AD (2), and abnormal wood is formed here. 5, with 
exposure of the wood the fungus extends further, as in CE, DF, and is starting at G and 
//. (>, diagram of surface of a canker showing development in form of an amphitheatre, each 
step corresponding to a ring of wood in the previous diagrams ; note the curling back of the 
wood at the inner margin of each * step \ where the fungus is affecting the cambium as at 

Ac,/-!*' m , 5 < '" 5, aftcr Hl,cy ’ *' un R al Diseases oj the Common Larch, by permission of 
Oxford Clarendon Press) 




abnormal wood, which, as wc have already seen, consists of iso-diametric par¬ 
enchyma containing starch and usually becoming lignified in place of the normal 
tracheids and medullary rays (Fig. 135). As the effects pass off, normal xylem 
is again formed from the recovered cambium. Progressive infection, however, or 
a further spell of frost the following season, may actually kill this part of the 
cambium now shown in CD aftcr adding an increment of normal wood over the 
abnormal AB. In the cambium contiguous to that killed, arcs of wound wood from 
injured but not dead cells again form (CE, DF) and abnormal wood is formed here 
as in AB. Meanwhile growth in thickness goes on, leaving the dead part (CD) 
behind, its flanks now fully exposed; and the cambial cells which form the new 
flanks (G and H) are, in their turn, killed by fungal action or frost. With inter¬ 
mittent cambial growth and continued infection (or periodic incidence of frost) less 
and less wood forms on the infected (frosted) side of the stem, and with each 
addition of secondary wood beyond the killed zone, the latter (CD) recedes farther 
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from the surface of the stem, remaining as the floor of an amphitheatre (l ” whose 
step-like tiers are laid down on foundations of wound wood (Fig. 427, 6). In 
these tiers the margins of the cambiums arc dangerously exposed to further in¬ 
fection or frost injury, the more so because they arc known to show precocious 
activity in the spring and unduly delayed growth in the autumn. I he result is 
that the steps of the amphitheatre get lifted and their edges torn away by recurring 

frosts and infection. .. 

During this process the canker finally opens to the surface. In the earlier 
stages it is covered by rather thin and inelastic layers of phloem and cortex. I hese 
become stretched by the increasing mass of wound wood so as to reach a state o 
tension. The rupturing of the bark occurs especially at thaws, when the melted 
ice in the cells swells the tissues ; the bark of the smaller twigs is raised into ridges 
and blisters which readily crack, while that of the larger stems may be violently 
torn. In the open wound a repetition of frost injury to the base ot the steps en¬ 
larges the canker year by year. Shredding of the bark may be considerable and 
new frost cankers may form near the first and even fuse with it. 

At any stage a hardy tree may succeed in healing otf and burying the earlier 
injured part under ringi of normal wood. Very many cankers appear to become 
obliterated in this way, including nearly all forming in the older trees. In this 
process it is probable that the presence or absence of Dasyscypha willkomnm is ot 
critical importance. The fungus may be able to gain entry through the cork 
barriers of the stem by way of the dead snags or buds around which the deep- 
seated injury first starts. Even through these paths of entry, free passage is 
checked by a cork barrier which extends continuously from the surface to the 
xylem of the snag or base of the bud and is continued across the xylem by a gum 
barrier. Passage through this is believed to occur mainly at the junction of cork 
and gum barrier. The enzymes of the fungus disorganise the cells of the cortex 
and outer phloem but appear to be ordinarily unable to injure the actively growing 
tissues near the cambium. It has been claimed, however, that when an incipient 
frost canker has developed in the cambium of the stem at the point reached by 
the fungus the latter can continue its advance into the wood, especially if an arc 
of cambial cells has been killed. The new tissues at the edge of the canker are 
also, it is claimed, made more susceptible to frost injury by the action of the 
enzymes in raising the freezing point of the sap and reducing osmotic pressure 
through the production of tannin at the expense of the sugars ,,s . 1 his leads to 
further killing back of the edges and their colonisation by the fungus When 
eventually the wood is invaded it is turned a deep reddish brown and the function¬ 
less tracheids of the inner wood become choked with hyphae and wound gum. 

On this view the fungus acts as a saprophyte or a wound parasite, injuring 
some tissues by enzyme action in advance of its growth and enhancing liability to 
frost damage by raising the freezing point of living cells reached by its enzymes. 
Attempts to induce canker formation by inoculation with Dasyscypha frequently 
fail, and where they have succeeded it is not always certain that the action of 
adverse influences of the environment, such as frost, have been excluded. The 
disease is now widely regarded as primarily due to these influences in relation to 
the periodic activity of the cambium ,J * 9 - "• ,5 - ;o) . 
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The fructifications (apothecia) of Dasyscypha vnllkommii (Fig. 39) are formed 
in clusters around the cankers, especially from August to March (,9) . They resemble 
small shallow egg-cups, 2 to 5 mm. across, with short stalks, white outside and 
lined with a smooth orange-red hymenium which gets paler with age. They occur 
also in profusion on dead twigs and branches of the larch. They arise from small 
white cushions breaking through the bark and forming from February onwards 
(Fig. 428). The club-shaped asci measure 150 to 200 by 10 to 14and contain 
in a single row 8 ascosporcs, which range from 20 to 23 by 9 to \o y. in diameter. 

1 he fungus is reported to be homothallic <**>. Its complete life-cycle can be 
obtained in culture, ascospore germination being favoured on media with extract 
of larch cortex, glycerine ‘'6), and a temperature of 15 0 to 22 0 C. Growth is 
impeded by an alkaline reaction oo> 

1 he incidence of larch canker is reported by some investigators to be related 
to aspect, susceptibility increasing, for instance, on slopes receiving the morning 
sun and therefore thawing earlier than those shaded until later in the day &-•>. 
.U the ; re( l ,,cn cy of cankers associated with Dasyscypha wiUkommii is said to be 
independent of aspect Deep and well-aerated soils promote vigorous growth 
of the larch and the healing of the cankers. In mixed plantations the deeper 
rooted hardwoods open up the soil, with the same result. 

Some measure of control over this disease may be secured by early pruning of 
the lateral branches which would normally die back when the tree is s or 6 years 
old. I aiming over of growing cankers in older trees with tar is reported to have 



h Scc,lon of a ripe apothecium (from material collected in March) 

h,! Ur. n, .| 1 hymen'um of asc. and septated paraphyses. as shown on right. The fungus 
!*“* * hC d ‘‘ C P'^ a,cd r c ° rk '-"ere in the stem (cut longitudinally), and is present 
between these layers and those of the phelloderm in greater quantity than in anv other tissues of 
the stem. Inset the ripe ascospores. some germinating (in water); they are mostly unicellular 
(from a slide made by Jamieson) 
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given good results (2I) . Frost injury can often he diminished by silvicultural 
methods directed specially to protect the young trees from cold currents of air 
The most effective measure that can he taken, however, is the selection of species, 
varieties, or races of larch adapted to the habitat ‘ 2 - 17 • ,81 . A fairly wide range of 
types is available and others may become so by methodical breeding and selection. 
In Britain the best control of canker may lie in extending the propagation of the 
Scottish larch in suitable localities “• 3 \ just as in Germany a type from the Sudeten 
border of Bohemia appears to enjoy comparative immunity from canker injury in 
certain areas with a similar climate to its original habitat 
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Meria Needle Cast of Larch, Mcritt farit is Vuill. 

This disease of the European larch (Larix decidua) and the western American 
larch (A. occidental"), in Britain, attacks the trees chiefly in the nursery. It occurs 
in Europe on the former species, but so far there is no report of the disease in 
America. The Asiatic species (L. ginelini) and the Japanese larch (L. kaempferi) 
are resistant ; this type of leaf cast is, therefore, fairly specialised on its host. 

Leaf cast of larch was first discovered in France in 1895 (s \ It is caused by 
Meria laricis ,8 - 9 - ,0) , a member of the Fungi Imperfecti, about whose affinities 
very little is known ; it possesses different strains and cultural races ,b> . 

The fungus is confined entirely to the leaf, and the intercellular, septated 
mycelium occupying the inesophyll consists of broad hyphae which give rise to 
much finer branches, both kinds having unusually thick walls ; there are no haus- 
toria. No definite fructification is formed on the infected leaf, and prior to spore 
formation the mycelium merely aggregates to form cushions in the substomatal 
cavities, and from these hyphal masses tufts of conidiophores are passed out 
through the stomata. 
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The comdiophores are i- to 3 -celIed, and short sterigmata are developed from each 

cell, terminal from the apical cell and lateral from the others ; from each sterigma one 

ZTZ \° reS „T pr0duced in SUCCession ' The spores are colourless, unicellular at 

, ’ ^ U r 3 u Pr '° r '° germ,naI ' 0n ' a se P tum bein g la id down across the con- 

diamef m "Th ^ ^ ^ me3SUTe on an avera g e 9 3 by 3 -i p, at the broader 

diameter. The spore masse* arc very difficult to detect on the leaves in dry weather 

but in a damp atmosphere comdiophores and spores are developed in abundance' 
funedon 3 ™ 8 SP ° reS S ° me,,mCS produce smal1 micr °conidia ( 3 -6 by of unknown 


The disease attacks mostly one, two, or three-year-old seedling trees in the 
nursery, causing the leaves to turn brown and drop. It is only troublesome, 
however, in the one-year beds, though older trees up to ten feet high, or so, may 
aLso suffer from defoliation. Mortality is naturally higher in the seedling beds, 
but the disease does little harm to established trees except in so far as the loss of 
foliage impoverishes the wood and so brings about reduction in the height and 
girth of the tree. b 

Early signs of disease in the nursery are seen a little later than on older trees. 
Seedlings in their first year are attacked usually about the end of June, the coty¬ 
ledons, as the only leaves formed by that time, being the first to suffer; on older 
plants the disease appears on the young needles towards the commencement of 
ay or the end of April At first, the early symptoms resemble somewhat 
the effects of frost on the leaves <«\ but are quite distinctive. Frost attacks the 
needles first at the extreme tips, and then browns and kills off the whole leaf 
almost immediately. This disease, however, generally commencing early in May, 
begins as one or more spots towards the middle of a leaf and thereafter the 
browning progresses downwards very gradually towards the base of the leaf, 
which finally goes brown all over. The disease extends no farther than the base 
of the leaves which soon fall off, but frosted needles often remain on the tree for 
a long time 4) . 


In March or April young nursery trees which have developed dwarf shoots 
arc early attacked, and the first spring infections occur on the leaves of these small 
side shoots, the source of infection being the old leaves on the ground. The leaves 
on the long shoots of unlimited growth, which do not appear until later, about 
May usually, are also in turn attacked. On the long shoots the needles may 
become infected at the tips, and the brown or yellowish-brown discoloration again 
travels down gradually towards the base of the leaf, but before it reaches that 
point the leaves are often cast off. but the long shoots do not lose their leaves 
from the apex down ; the disease starts on those leaves which are situated some 
two or three inches from the apex, and as the forward growth of the shoot is not 
interfered with, fresh leaves continue to develop. The new leaves, in turn, are 
then attacked and meanwhile the older infected leaves below are cast off. With 
continued growth of the long shoots, which slows down towards September, 
progressive disease with defoliation results in considerable portions of these shoots 
becoming stripped of their leaves, but there is always a tuft of young leaves at 
the tips and these may remain until the tree divests itself of its foliage in the 
normal course of seasonal change. 
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The majority of infected leaves fall to the ground and the fungus survives in 
them throughout the winter, but it is often observed, especially among young 
trees, that quite a number of infected leaves may still remain on the trees during 
the winter and may not be shed until late in the following spring. W hen, therefore, 
growth is resumed and new leaves unfold, it is not improbable that the latter may 
get infected from spores carried in splashing rain-drops fiom leaves retained on 
the tree. The fungus, moreover, survives and even spreads in these retained 
needles during the winter, and in the fallen leaves may remain alive for a long 
time under moist conditions ; in dry weather it tends to die out of the needles on 
the ground. 

While the ideal conditions for natural infection appear to be dependent on 
high atmospheric humidities, successful inoculations of the leaves with spores 
arc obtained when there is a low rate of evaporation from the leaf surface, coupled 
with the absence of wind so as to maintain a moist environment about the leaves 
until infection has become established. Infections usually appear in two to four 
days following a brush-over with the wet spores when the temperature is fromi io 
to 25 0 C., but is much slower at low temperatures of o to 5 C\, while high 
temperatures up to about 30 C. prevent them entirely. 

The appearance of this disease in fresh localities can usually be traced to the 
planting of young stock on which infection may have passed unnoticed. 1 here is 
definitely no evidence that the trouble can be carried with the seed, and indeed 
the best method of avoiding the introduction of the fungus into new areas is to 
start with seed planting. 

On a small scale, removal and burning of all infected leaves on the ground 
would obviously prevent to a great extent the reappearance of the disease in the 
following season, but the method is hardly practicable in large plantations. 
Effective control, if carried out before the symptoms of disease appear may be 
obtained by spraying, and for this several preparations are recommended, namely 
‘ amberene ’at 1-5 per cent, strength ; ' sulsol * at 03 per cent, with the addition 
of a wetting compound ; liver of sulphur at 07 per cent. ; or lime sulphur at 1 
per cent. Any of these materials should be applied at the rate of 4 gallons of 
solution for every 100 square yards, spraying being carried out on dull but not rainy 
days; the first application should be given at the end of Iebruary or early in 
March, and subsequent treatments should follow at intervals of a fortnight or 
three weeks. After the end of July, if the weather appears settled, spraying may 
be discontinued, as loss of foliage after that date does not cause serious harm to 
the trees <7) . 


1. Anderson. M. L. : 1932. Scot. For. J. xlvi, 7 - 

2. Day, W. R.: 1932. Forestry, vi. 113. 

3. Milcy, W. E. : 1919. Fungal Diseases of the Common Larch, Uxtorci. 

4 . — 1921. Qrt. J. Forestry, xv, 57. 

5. Mcr, K.: i« 95 - C. Rendu, exxi. 694. 

6 . Peace, T. R., and Holmes, C. H. : « 933 - Oxford forestry Mem. 15. 

7 . — 1936 - Forestry, x. 79. 

8. Vuillemin, P. : 1896. C. Rendu , exxii. 545 - 
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PT. II 


Needle Cast of Scots Pine, Lophodermium pinastri (Schrad.) Chev. 

\oung seedlings of Scots pine (Pinus sylvestris) as well as trees up to 20 years 
old (mainly up to 5 years) often suffer severely from loss of foliage due to needle 
cast disease or pine blight. It is caused by the Ascomycete Lophodermium pinastri , 
a member of the Hystcriales. The same disease attacks many other pines such as 
1 • Montana , P. nigra , P. cembra , P. ponderosa, and P. lambertiana <*• 6 - 7. 8. 10. 16) 
It is very prevalent throughout North America and northern Europe, chiefly on the 
Scots pine, and is liable to appear after cold wet summers <*>, or very dry weather in 
early spring (7) , or after heavy frosts in the autumn 

On very young nursery seedlings the first signs of infection consist of small 
greyish spots, first on the primary leaves, then on the double needles from below 
upwards. I his indicates that infection starts from spores conveyed by wind 
from the old leaves in which the fungus has wintered on the ground. On the 
young double needles, on older trees, as they emerge on the opening shoots, 
infections are very difficult to detect, and the general observation is that the 
needles arc liable to attack just when they are about to attain their full size. This 
period of susceptibility is said to coincide with a condition of minimum acidity in 

the leaf tissues <l0) . Early infec¬ 
tions on these, almost mature 
needles, consist of spots of vari¬ 
able colour, sometimes grey or 
yellow, or tinged with purple 
or red, but later, as infection 
becomes better established, the 
spots, at variable intervals along 
the leaves, arc mostly brown in 
colour. Towards the autumn, 
affected needles develop a scries 
of very narrow black rings which 
girdle the leaves at irregular in¬ 
tervals from base to tip, thus 
isolating the spots, singly or in 
groups, and dividing the needles 
into portions which soon turn a 
yellow-brown colour from the 
action of the spreading fungus 
within (Fig. 429). These black 
rings are actually the edges of 
diaphragms consisting of a few 
layers of altered mesophvll cells 
killed by the fungus, and there¬ 
after crushed and impregnated 
with a black gummy substance 
which on ‘ setting ’ makes these 



F,c - 429— Needle cast of Scots pine (Lophodermium pbuis- 
in ).Pine needle showing the apothccial spots; note 
the black, transverse rings (sec also Fig. 123) 
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partitions tough and resistant (Fig. 123). The black diaphragms do not go right 
across the leaf and extend only as far as the cndoder.ms, so that the vascular 
bundles in the needles are still functional and will remain so almost until defolia¬ 
tion. But the cells of the mesophyll between the diaphragms are practically al 
destroyed by infection, and within these portions of the needles thus partitioned 
off from each other the fungus increases rapidly. The mycelium having replaced 
most of the mesophyll proceeds to become established at various places between 
the epidermis and hypodermis, and it is between these two layers, or more cor¬ 
rectly within the tangentially split epidermis, that it builds up its sperinagomal 
and apothecial fructifications. 


The spermagonia are developed first, but the time of the.r appearance is variable, 
depending apparently upon locality and climate. In Britain they may be seen about the 
end of summer, as minute black specks, opening by an ostiolc, or otherwise breaking 
irregularly around the margin. For the accommodation of a spermagomum the fungus, 
by dissolving the lower half of the epidermal wall, first displaces the thick sclerosed linings 
from a group of the epidermal cells (Fig. .50). so that when finally formed the sperms- 
gonium is covered by a portion of the cuticle and the outer half of the epidermal wall the 
sclerosed thickenings meantime having been removed and deposited at the base along 
with the developing hvpothecium. The narrow, bacilliform spcrmat.a ,4 to 8 by 0 5 /*. 
are abstricted in great number from short pyriform cells on the hvpothecium and arc 
extruded to the surface,embedded in mucilage. The apothecia folloxv later and while heir 
development begins on leaves still on the tree, it is not completed until after leaf fall and the 
fungus remains dormant in the fallen leaves until the spring. They arise in the same way 
as the spermagonia. intra-cpidermal, but are protected by a much thicker roof 0 pseudo- 
parenchyma made by the fungus after displacement of the sclerosed inner walls of the 
epidermis (Fig 150 c) ■». Apothecia may be laid down within defunct spermagonia or 
arise anew, very frequently along the angles of the leaf, singly or in opposite pairs rarely 
fusing to form a stroma (Fig. 43°). The apothecia are small, ellipse,d-conchoidal, about 
, o by o s mm., and shiny black (Fig. 429)- The hymemum consists of numerous club- 
shaped asci which arc 8-spored ; the ascospores are filiform, sheathed, unicellular and 
uninucleate, slightly curved, and measure from 90 to 140 by 15 to 1-7 f t ; paraphyses are 
slender; dehiscence occurs along a median ridge lined with penphyses (Fig. +30). 
/.. pinastri is stated to be heterothallic 


The apothecia pass the winter on the fallen leaves, more or less covered by 
needle litter. From the end of June onwards ascospores arc ejected and in¬ 
fections may start in July and continue until September or later. On moistened 
leaves the ascospores adhere firmly by virtue of the gelatinous sheath and pene¬ 
tration by a single germ-tube is stomatal. From a sub-stomatal vesicle one or 
more delicate hyphae first penetrate the guard cells and thereafter the fungus 
proceeds quickly into the mesophyll, which is destroyed soon after preparation 
has been made to establish the black diaphragms or partitions above mentioned 
(Fig. 123 11). After spermagonial development is over and apothecial initials are 
established, the fungus crosses the endodermis into the stele, to occupy the 
pericycle and phloem, but the lignificd tracheids and the pitted cells of the trans¬ 
fusion tissue contain but few hyphae. Leaf fall is now imminent and may be 
brought about in two ways, either in the normal fashion by absciss cork layers at 
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n T" i - »f «™»wne section of pine leaf .hewing two 

..pothccM. B, portion of section of an apothccium at time of spore discharge. C, the inter- 

almost^ coninlet ' 1 * £ °"* ^ 5 ”l ° f dch “ ccncc - D > dehiscence at the median ridRC 

aZ Bo !7 * PrVMUrC ° f Chc r °° f ° n ,hc ci P 8 of thc P ara Ph>‘*es (after Jones, 


thc bff of thc dwarf shoot, or by a clogging of thc tissues within the dwarf shoot 
with black gummy substance made by the fungus (Fig. 123 c). In thc latter case 
the fungus, by penetrating the gum barrier, is sometimes successful in passing 
from thc needles into the stem, but thc extent of its invasion into thc tree has not 
been ascertained and it is not known whether L. pinastri is capable of surviving 
in the tree in thc form of a resting mycelium <*». Primary infections appear to be 
due entirely to ascospores and thc mycelium within thc fallen leaves is said to 
persist for years, and is resistant to high temperatures *>• ,2 \ but there is no 
evidence that the fungus can thrive as a saprophyte in the dead needles < l8 \ The 
fungus has been grown in culture, from ascospores, on sterilised dead needles (pro¬ 
ducing spermagonia but not apothccia) and on agar or gelatine media containing 
biomalt and citric acid u - ,8) . 

Premature defoliation of Scots pine induced by L. pinastri is due mainly to 
the effects of excessive transpiration following, at least in part, upon the early 
crippling of the stomatal guard cells, and in thc infected leaves hardly a stoma 
remains unexploited by the fungus. There follows, accordingly, much desiccation 
of branches due to disorganisation of thc water balance, and in dry weather there 
is severe loss of foliage from which young trees fail to recover 
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‘ Needle cast ’ may be controlled on nursery pines by spraying with 1 or 2 per 
cent, alkaline Bordeaux mixture, the first application being given towards the end 
of May when the needles are about half developed, and another at the beginning 
of July (2 - 13 a - ,4> 15 >; the spraying of older trees may be deferred until July, using 
2 per cent. Bordeaux or Burgundy mixture, or a 1 in 32 solution of lime sulphur ,l6 \ 
but the first applications are given in some areas as early as April and continued 
at 2 or 3 weeks’ intervals, until the autumn <8 '. As the mycelium of L. pmastri 
is long-lived, all diseased plants and needles should be destroyed by burning, or 
deeply buried 13 *. 
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Blister Rust of White Pine, Cronartium rihicola J. C. Fischer 

Blister rust caused by Cronartium rihicola 17 ' occurs on the white or Weymouth 
pine (Pinas strobus) and other five-needled pines on which the aecidial stage in 
the life-history of this heteroecious fungus is developed ; the uredospore and 
teleutospore stages occur on the leaves of currant and gooseberry, the Rthes host. 
The disease is also known as the pine and currant rust ; it is not common on the 
gooseberry in this country. The rust is of much greater importance on the pines 
and economically of little significance on either of the Rthes hosts, on which it 
appears rather late in the season. 

On the currant the disease is confined to the leaves and docs no direct harm to 
the bushes except that, by causing the leaves to turn brown and fall prematurely, 
the plants are weakened from repeated annual attacks, and the fruit crop gets 
smaller every year. The fungus does not live in a mycelial condition in the Ribes 
host over winter But the disease on the pines is very serious, for the fungus 
lives and grows under the bark from year to year, forming cankers, until the tree 
dies, and heavy losses are incurred on trees of all ages ,2 *>' (Figs. 95, 431). 

Blister rust is believed to have appeared in Europe about 1854 on currant in the 
Baltic provinces of Russia '* J , thence spreading to northern and western Europe, 




ymouth pine {Oonartium rihioJa). ./, trunk showing, at point indi- 
'• 2 ft. long, covered with accidia. //, accidial masses breaking through 
rn larged. /), early stage on twig. showing slight swelling ; this part 
iscoloration of the bark. E, another early stage showing swell ini' 
k' canker. /•*, note the cluster of needles on dwarf shoot, through 
he branch ; spermagonia are developed around the lesion, (i, the 
■* yellow flowering currant. //, the teleutosori-thrcads on the under 
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but probably did not appear in America until about 1898 ,,, \ though a much earlier 
date than this is also reported It is now widely distributed in the I’nited States 
and Canada, and occurs also in Japan and Saghalicn, so that it seems to be fairly general 
throughout the northern hemisphere **• '*• J,) . 

Both wild and cultivated currant and gooseberry bushes arc responsible for carrying 
the disease over to the pines, the ordinary cultivated black currant being the most 
commonly implicated. The rust attacks the leaves of the currant from about early June 
to autumn. These primary infections take place, of course, from aecidiospores conveyed 
by wind from the alternate pine host. The aecidiospores germinate (Fig. 432 R, s) on 
the lower side of the leaf, the germ-tubes entering through the stomata to establish an 
intercellular mycelium of binucleate cells, with haustoria, chiefly in the tissue around the 
sub-stomatal cavities and forming in these regions, just below the epidermis numerous 
sori which break out on the under side of the leaf as yellow pustules (Fig. 431 <>) of uredo- 
spores These spores infect only the Ribes host and new generations of them arise at 
intervals of 10 to 14 days throughout the summer. These summer spores are viable for 
several months so that throughout the season there is extensive infection of currant and 
gooseberry bushes ; they infect the leaves in much the same way as the aecidiospores. 
The uredospores are orange in colour, with an echinulatc wall, and measure from 21 to 
24 by 14 to 18/z (Fig. 432 a, c, d, f). 

The tclcutospores usually appear a little later, either in the same sori as the uredospores 
or independently from a similar mycelium of binucleate cells. The teleutospores of 
C. ribicola are arranged together in a very characteristic manner. They are not developed 
singly like the uredospores but in numerous aggregations of small thread-like columns 
which break out on the under side of the leaves (Fig. 431 11). and may continue to be 
formed to the end of the season until the leaves drop off. A column of teleutospores (Fig. 
432 f-k) is a cylindrical, more or less solid pillar of cells, hyaline or pinkish in colour, 
every cell of a column being a telcutosporc. The telcutosporc cells measure on an average 
16 by 42/i, are binucleate when young, but in the mature cells the two nuclei fuse to¬ 
gether. The columns may be straight or curved and vary greatly in size, up to 2 mm. 
high, as well as in number per unit area of the leaf, according to the species of Ribes on 
which they grow. On the black currant they arc far more abundant than on any other 
kind, and this may be one reason why this species causes relatively heavier infections than 
any other species of Ribes that may be found in the vicinity of pine plantations. More¬ 
over, its leaf is of firmer texture, and is said to defy the action of frost longer than any 
other of its kind The teleutospores survive for periods of from 3 weeks to 3 months, 
longer on fallen leaves'on moist soil than on leaves retained on the trees. When they 
germinate, the teleutospores still remain together in their columns on the leaf (Fig. 432 j), 
the first to grow being the oldest at the top of the column, others in succession until the 
youngest at the base are reached Any number of the teleutospores forming an 
individual column may germinate, each producing a typical 4-celled promycelium or 
basidium characteristic of a rust fungus and bearing four sterigmata and sporidia or 
basidiospores (Fig. 432 k, I.) ; the latter are small and round, and measure from 8 to 10/x 
in diameter. Sporidia begin to appear about 12 hours after the promycelia arc pushed out 
to the surface of the column, the optimum temperature for their production being from 
12 0 to 18° C., the minimum from o° to i° C., and the maximum about 21° C.For a 
high percentage of germination, teleutospores should be from 96 to 216 hours old "* 
and need high atmospheric humidity, of 96 to 100 per cent, saturation, but direct con¬ 
tact with water is not essential, a mere film being sufficient, and a pre-cooling or icing 
stimulates the germination of sporidia ixt . 



0 
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The sporidia, conveyed by wind, are the means of carrying the disease over 
from the currant to the coniferous host, the pine. Infection from sporidia falling 
on the needle leaves occurs by direct penetration of the epidermis (,, \ or through 
the stomata, during periods of dew, heavy fog, or cloudy weather, and is favoured 
by rather high relative humidities and medium temperatures ,,2a - 23 * 37 - 38 '. 
Provided they still retain their stomata, young twigs may also be infected in the 
same way < 3 - 26) , otherwise it is not deemed likely that the pine stem ever becomes 
infected except when the mycelium travels into it from the needle leaves. First 
signs of infection on the needles consist of yellow to brownish spots. On the 
Weymouth pine infections which become established in the needles on the first- 
and second-year shoots usually enter the stem and any older leaves attacked fall 
off, in the normal habit of the tree, before the fungus has had time to pass from 
them into the stem. But some species of pines retain their leaves longer than the 
Weymouth ; thus P. monticola keeps them for a year longer and there is usually 
heavier infection of the stem from the older leaves in this species. Accordingly 
those species of five-needled pines which keep their leaves longest suffer more 
severely from stem infections than those which discard the older leaves earlier. 
The number of stomata per unit area in the leaves of these various species is also 
considered to be a factor connected with relative susceptibility to blister rust '- 8) . 

Passing in from the infected leaves into the stem, the mycelium enters the 
intercellular spaces of the cortex and the phloem, and later becomes well established 
between these two tissues, wedging them apart so that much of the phloem becomes 
crushed against the wood. Accordingly cambial division in infected regions is 
much less active than in healthy parts of the stem, but the secondary wood is 
normal except that thinner increments of trachcids arc added to the annual rings. 
But, so far, there is little interference with the stem functions, and not until the 
fungus has accumulated so much between cortex and phloem as to burst through 
the bark, does the infection become serious and a canker formed. Then, with the 
exposure and drying-out of the delicate tissues within, the cells perish, and there 
follows extensive splitting of tissues with copious exudation of resin in the vicinity 
of the canker. The enlargement of the cankers and continuous discharge of resin 
from the broken tissues is accountable for considerable injury to the tree. The 
extension of the lesion around, so as to girdle the twig or branch, is due to progress¬ 
ive cracking of the bark caused by the periodic swelling and drying of the exudate. 
Moreover, the impregnation of large portions of the cortex and phloem in the 
vicinity of a canker with resin results in a complete stoppage of the translocatory 
functions of the phloem and there is consequently much hypertrophy around the 
affected part (Fig. 431 f). 

M, sporidium. AT, an infected 12-ycar-old stem, infection having entered at the small branch ; 
the spcrmagonial (pycnial) areas, shown in black dots, and the near aecidial area on which the 
bark is cracked and broken; in another season, the aecidial area will spread over the spermagonial 
area, and the latter will advance as far as the boundary ( - \). (), elements of a spermagonium, 
spermatial hvphae abstricting spermatia (pycnospores). P, part of a young aecidium, showing 
the • fertile cells \ host cells (black); note haustoria and starch grains. Q, a chain of aecidio- 
spores, be, basal cell, i, interstitial cell, j/>, aecidiospore ( * 425). R, ripe aecidiospore ( x 425). 
S, germinating aecidiospore ( * 4 * 5 ): note, partly verrucose and partly smooth, spore wall 
( x 212). T, later stage (after Colley (adapted), J. Agric. Res.) 
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The period of incubation between infection and the first appearance of canker 
varies with the location (altitude), the season, the species, and age of the tree. 
On young trees of P. monticola , not over 5 years old, incipient cankers appeared 
in 6 months ; on trees 8 years and over, the period varied from 20 to 26 months, 
but only in very exceptional conditions do cankers ever appear in the year following 
that of infection ; they arise mostly in the second year and to a lesser extent in 
subsequent seasons <l3 - '«• «>. Provided a branch has not been actually girdled 
with disease there is no serious die-back, but when girdling cankers appear low 
down on the tree entire branches or the whole tree may be lost (, 5>. The stubs of 
cankered branches may remain alive and harbour the mycelium up to 5 years (,7) . 

The spermagonia and accidia are developed around the margins of the cankers (Fig. 
431 a-f). The spermagonia appear first (Fig. 432 N, o), from June to September usually 
in the second summer after infection <”>. They are laid down between the cortex and 
periderm which they break through to push forth the numerous spermatia embedded in 
a viscid fluid or nectar ; the spermatia arc pyriform, 3 5 by 2-5^ <«>• and probably have 
a fertilising function during the development of the aecidial primordia <">. The accidia 
come later, from 6 months to 2 h years or more, but usually appear in the spring following 
the first appearance of spermagonia "«>. The young aecidia arising as distinct sori, 
occasionally joining together, break through the periderm as thin yellow streaks at the 
edges of the cankers, from a bed of mycelium in which the cells contain at least two 
nuclei The emerging accidia (Fig. 432 p-s) are furnished with a prominent thick 

pcridium; the binudeate aecidiospores, separated by long, narrow intercalary cells 
(which finally disintegrate), are thick-walled, partly vcrrucosc, orange coloured, and 
measure from 20 to 26 by 18 to 21 ft <«». 

The aecidiospores are dispersed over extensive areas and are capable of 
germinating on currant and gooseberry bushes after many miles of travel by 
wind. It is estimated that the spores from pine to Ribes may carry in the upper 
air over distances of 300 to 400 miles <««»>. Aecidiospores infect the Ribes host 
in the same way as the uredospores, and from a binucleate mycelium established 
in the leaf, sori of uredospores begin to appear in about 10 days <»>. Aecidiospores 
germinate best at a temperature of n° to 12 0 C., up to 28° C., and this capacity 
of the rust to grow over a wide range of temperatures is of importance in the 
infection of currant and gooseberry trees growing in widely extended latitudes (,0) . 

I he Ribes host is susceptible to aecidiosporc infection from the time the leaves 
emerge from the buds, up to about 16 days or so, after which resistance increases. 
Infection is obviously greatly dependent on variations in seasonal conditions; 
thus an early spring by advancing the development of the leaves may help the 
currant to resist attack at a time when the production of aecidiospores is greatest. 

But this docs not preclude infection in higher latitudes and in northerly places 
where spring is late and the Ribes host less forward than in lower latitudes. Con¬ 
ditions which advance spring in the north and retard it in the south tend, in general, 
to extend the range of conditions favourable for long-distance spread of the rust, 
and vice versa (,6> . 

Few varieties of currants or gooseberries are resistant to this rust, but it is 
rarely found in this country on the gooseberry. The Norwegian Viking currant 
is highly resistant (l * 8> . 
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The white pine (P. strobus) is very susceptible ; P. monticola is most commonly 
infected in North America ; P. lambertiana and P.albicaulis are also subject to natural 
infection <«9a>. P. cembra Helvetica , P. pence, and P. excelsa are more or less resistant 
(2. 8. 29 . 34), but in Upper Bavaria P. peace is slightly susceptible ,J5 \ Recent 
studies in Wisconsin <“ a) have shown that while a very high percentage of seedling 
selections of white pine subjected to natural or artificial inoculation developed 
cankers within a year, good resistance was found among grafted plants similarly 
treated, and trials with grafts and rooted cuttings give promise of high resistance 
among Wisconsin trees <z4a) . 

As the rust is not capable of spreading to the pines without the Ribes host, 
active measures have been undertaken, especially in North America, for the system¬ 
atic eradication of currant and gooseberry bushes (sec Chapter 1 , p. 57). >\nere 
practicable, hand pulling and grubbing are resorted to, but on a bigger scale- 
destructive spraying is adopted. By this method extensive areas of the bushes can 
be killed by the application of sodium chlorate, which must not be used unless 
mixed with calcium chloride which controls the fire propensities of the sodium 
compound <«. The rust on the Ribes host may be controlled by spraying with 
4 : 4 : 50 Bordeaux mixture as soon as the buds burst into leaf * 36 *. 
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Needle Cast of Douglas Fir, Rhabdocline pseudotsugae Sydow 

Leaf blight or needle cast of Douglas fir (Pseudotsuga douglasii) was first de¬ 
scribed in Scotland in 1922 (l7) , and the disease was probably introduced into this 
country about 1914 on trees from North America <*• *>. It has since been found in 
several parts in south-east England and is perhaps much more widespread in Britain 
than already known <■»>. Its spread to Europe was probably from Scotland to 
Germany, thence to Holland either on nursery stock or, as has been suggested, bv 
spore dissemination <"• '*>. In Britain, three varieties of Douglas fir are susceptible 
to this disease to variable extent, the green viridis variety which is the common 
quick-growing type; the slower growing blue variety, glauca ; and an inter¬ 
mediate form, caesin. The last named is the worst to suffer in all localities, 
followed by the blue glauca, while the green variety appears to be the least sus¬ 
ceptible generally, in Britain and abroad. In America, where the Douglas fir 
is recognised only as a single species ( Ps . taxi folia), all forms of the tree arc 
apparently attacked <*>. The disease seems to be generally much more virulent 
in Scotland and Europe than in America <«• ,0) . 

In North America < l6 > and in certain parts of Germany <‘>, young trees in the 
nursery, as well as established trees in close dense stands in the forest, up to 30 
or 37 years old (mostly from 15 to 30 years), are liable to attack ">, but in Britain 
the disease has not been found in the nursery and is usually seen here and in other 
parts of the Continent only on trees from 10 to 16 years’ growth < 8 - ,8 >. Older 
trees are, in general, immune from it and in mixed stands with broad-IcaJcd trees 
Douglas fir is not so frequently attacked <« 6 >. 

On the blue variety glauca with its slightly hairy branches, the symptoms of 
leaf-cast disease consist of purplish-brown patches on the leaves, giving the foliage 
a mottled appearance, but on the smooth-branched, thinner-leaved intermediate 
variety on which, as stated, the disease is more severe, the whole needle 

usually becomes discoloured and loss of foliage on this tree is more extensive. 

In America, outbreaks of leaf cast disease are spasmodic, epidemics lasting for 
about two years then dying down, but this is not the experience in Britain where 
the trouble shows no loss of activity <'?>. In general, by early spring the trees 
present a yellow-brown appearance and about the beginning of June are almost 
uniformly brown, as if suffering from the effects of frost. Indeed, the onset of 
frost, the effect of which may not be discernible for a long time may, by weakening 
the trees, render them susceptible to the disease. Repetitions of frost and disease 
for several seasons result in extensive defoliation, entire branches casting their 
needles in one year whereas they are normally retained for eight. In consequence 
there is a marked check to the seasonal increments in height, and the amount of 
secondary wood in the annual rings of affected trees becomes less and less cverv 
year ,6 >. 
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Leaf cast of Douglas fir is caused by Rhabdocline pseudotsugac <•’>, an Ascomycete of 
the group Phacidiales. It forms its fructifications (only apothecia arc known) on the 
leaves while still on the tree, and the leaves fall after the apothecia have discharged their 
spores (in this respect differing markedly from those of Lophodermium pinastri on Scots 
pine, whose spores are discharged from the fallen leaves), but whether spore dissemination 
may still continue from the discarded leaves is not known. But infected needles of this 
tree may be lost spontaneously during the autumn and winter before there are any signs 
of apothecia on them and leaves containing the fungus may remain on the tree without 
forming these fructifications at all <*>, a feature which suggests that Rh. pseudotsugae may 
prove to be heterothallic : several varieties of the fungus were found in America, which 
varied in the form of fructifications, spores, and pathogenicity <■•>. The apothecia, 
established within the epidermis, are found on the under side of the leaf, in i or 2 rows 
on each side of the midrib ; they are brown, elliptical, and open along a median ridge 
exposing a deep orange-brown coloured hymenium ; the 8-spored cylindrical asci, 
interspersed with swollen-tipped paraphyses, are 115 to 125 by 17 to 21 <”> or, 113 9 

to 153.3 hy *57 to 19 4/x (,6) ; the ascospores arc obliquely uniseriate or irregularly 
biseriate, hyaline, unicellular, but quickly become biccllular and constricted ; they 
measure from 17 to 21 by 7 to 10/i <•’> or 18 2 to 19 8 by 6-6 to 7-4/4 ; the spores are 

furnished with a gelatinous sheath which expands on the wet surface of the leaf prior to 
germination. 

Ascospores are ejected from leaves still on the tree at the time when the buds 
are opening, and young leaves become infected at this stage. Apothecia are de¬ 
veloped in the following spring < l7 \ the leaves meantime showing signs of infection 
before October when yellow spots appear on their under surfaces ; by the spring 
the spots are purplish-brown, and the apothecia developed below them are then 
mature, ready to disperse their spores “ 6 ‘. The exact mode of infection is not 
known but is believed to be cuticular at either surface of the leaf (,5 \ Only the 
mcsophyll appears to be exploited, the stele remaining free from invasion, and 
the mycelium does not pass from the needles into the stem. After accumulating 
in the mesophyll the fungus proceeds to build up the apothecia by collecting 
at various places inside the epidermis, portions of which therefore become split 
tangentially to accommodate the developing hymenium, in a manner similar to 
that described for Lophodermium pinastri (p. 926) or Rhytisma acerinum (p. 904). 

The water content of infected leaves is less than that of normal leaves of the 
same age. Since the stomata are no longer functional, transpiration is not con¬ 
trolled and the presence of mycelium in the sub-stomatal spaces greatly increases 
the surface area of evaporation, the final effect being the loss of the leaves due to 
reduced water control (3> . 

The relative immunity of the ' green ’ variety of the Douglas fir is said to be 
largely due to the comparatively late appearance of its buds, the tree apparently 
escaping the full virulence of attack because the maximum discharge of ascospores 
is over before the buds arc open, whereas the other varieties, by maturing their 
buds earlier, expose their leaves when spore discharge is most active <9 ‘. This, 
however, is not the general observation, for in western Oregon and Washington 
the green fir is liable to severe infection, though within its natural range it is not 
attacked to the same extent as the other varieties In general, therefore, a 
wider cultivation of the green variety is recommended ,7 - ,3> . In the nursery, but 
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hardly practicable under forest conditions, good control has been obtained in 
Germany by spraying with . per cent. Bordeaux mixture plus alum (,«, gm 

P ::Z 0 'T S \V n T/ applied at the begmnm g ° f May, a "d repeated at 
10-day intervals for a month ( s>. ^ 

The Douglas fir is host for another leaf disease, called Swiss Needle Cast also 
caused by an ascomycete, Phaeocryptopus gaeumannii (Rohde) Pet. ( =Adehpus 
gaumatnm) This d.sease has many features in common with the needle cast 

described, and has no doubt been long confused with it, especially as the two mav nrr 
within the same stand. is widespread in the British X esJeciX 7 *?^ 

are easily distinguishable from the Hit. el^'“T* 
are of the clcistocarpic kind , 5 o ,0 8o/1 . diam.fieftring^ 

m rows m sub-stomatal spaces on the under side of the leaves. Spore dispersal oreufs 
in .May and June. The numerous ciavate asci (10 to io bv S m \ ^ • • . 

uniseptate, hyaline, fusiform ascospores (11 to 15 by V c to c u ) Th Conlaln . c,gh ' 

.h f y. r , dral?i „ g ,„ ra . 4 4T4S 

yellowing leaves for two or three years before the leaves are cas. off 1!, , 

about any methods for the control of this disease. L '"' C “ kn ° Wn 
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Phomopsis Disease of Douglas Fir, Phomopsis pseudo,sugae Wilson 

']" aC , k \ SeVCral coniferous ,recs "hich include the Douglas fir 
{ r . ?l g the two spec.es of larch (Lanx kaempferi, /.. decidua) the 

uldfutlihaZ r „ ) ’ T /“ S a ( r he,er °P h y“ a ’ T. siebatdii), ,he three cedars 

pianl fir \ d f° dara '>- and Sequoia g'gdUea. the Californian 

giant fir. Tn Britain the disease is best known on the Douglas fir «■ Although 

the range of hosts embraces a number of American species (the Douglas fir is a 
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native of North America), there is no record of the occurrence of the fungus causing 
this disease in the North American continent and the parasite, probably a native of 
Europe or the Old World, attacks the American trees only after their introduction 
to Europe, where the disease is now widely distributed (, °* ,5 \ 

The Douglas fir, on account of its phenomenal rate of growth, is extensively 
planted in Britain, and on the Pacific slopes of North America it is one of the most 
valuable of all trees, yielding a high percentage of the timber exported from that 
locality. In Britain (as mentioned above, p. 936) two distinct species of the tree 
are recognised, namely the green Douglas fir (Ps. douglasii), sometimes referred 
to as the viridis variety, and the ‘ mountain ’, or blue Douglas fir (Ps. g/auco), 
together with a varietal form intermediate between the two, named Ps. doug/asii var. 
caesia ; in America, however, the tree is denoted by the single species Ps. taxi folia. 

This disease attacks the trees in early life, plants of 5 or 6 years old in the nursery 
being especially susceptible m . It causes a die-back of the leading shoot of these 
young trees, but older trees may also suffer severely if the younger branches are 
attacked and when a canker stage sets in later very heavy losses are incurred. 
Following upon the death of the tissues for variable distances along the young 
shoots or branches, partial or complete girdling of the shoots may occur, but in 
some cases, in addition to this loss of branches, the trunks of young trees may also 
be attacked at one or more places, usually about six inches above ground. These 
infections, occurring low down on the tree, arise from the passage of the fungus 
into the main stem from snags of lateral branches already diseased, and result in 
the formation of cankers on the trunk. It is obvious that if such cankers are 
developed on young trees of narrow girth to the extent that the stems are girdled, 
serious losses in the stand are incurred. Cankers may also arise on the larger 
branches resulting, if girdling takes place, in their death. 

The disease may break out even within a year of planting, in the form of a die- 
back of the leader shoot, an observation which would appear to indicate that the 
young trees were either already infected or that they had contracted infection 
after planting out as a consequence, perhaps, of having been disturbed in the 
digging-up, and re-planting in a different environment, a factor which no doubt 
predisposes the trees to attack Ui) . The fact that infection usually starts on the 
leading shoots or terminal parts of lateral branches, materially upsets the whole 
contour of affected trees, which, from deformity of growth, shorter stature, or 
bushy habit, contrast strikingly with the regular pyramidal form of healthy trees. 
Not only is the leader shoot early destroyed, but the next lateral which makes 
effort to replace it may also go the same way, and sometimes a third and a fourth 
attempt may be made by lateral shoots to carry on the growth of the tree. When 
the attack falls upon older, sixteen- to twenty-year-old trees, they almost invariably 
develop the canker phase of the disease, which, as already stated, is confined to the 
lower parts of the tree. In the spring diseased trees show considerable yellowing 
of the foliage, which deepens to a reddish brown by the middle of summer, and 
the trees may become an entire loss (,2) . 

The Douglas fir is a host for several apparently closely allied species of the genus 
Phomopsis "■ »• 7> *• 9> , of which Ph.pseudotsugae (Fungi Impcrfecti) is the cause of the 
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present disease. This fungus forms its pycnidial fructifications on living and dead 
tissues, and though an ascomycetous type of the genus Diaporthe , named D. pity a was once 
thought to be the perfect stage, later work failed to substantiate this connection «>. The 
pycnidia, arising under the epidermis, or bark, are densely distributed, and break through 
to the surface by longitudinal slits (on the Japanese larch the openings are transverse 
on the shoot) in the bark. They are black, partially erumpent, sub-globose, o-i to i o 
mm. in diameter, bluntly conical, ostiolate ; incompletely locular or multilocular. The 
pycnospores, on long colourless sporophores 12 to 14^ long, are hyaline and unicellular, 
from 5-5 to 8 5 by 22 to 4 /x <”• '»>. The ripe spores are exuded through the ostiole in a 
whitish tendril; some larger pycnidia are multi-ostiolate. There are species of Phomopsis 
with two kinds of pycnospores, one kind fusiform in shape (the * A * spores), as here 
described, and a second kind (‘ B ’) longer and curved, which this species does not possess. 

The Douglas fir appears to be very sensitive to the action of frost, especially 
within the first 10 years after planting out <«>, and in low-lying hollows filled with 
cold stagnant air or surrounded by a humid vegetation dominated by grasses and 
rushes, the tree is rendered very susceptible to this die-back and canker trouble. 
On the other hand, when the trees are more or less protected by a different type 
of vegetation such as bracken or bramble, they are much less liable to frost injury, 
and under such conditions are hardly ever attacked by this disease. 

Infections appear to occur at places on the shoots where surface injuries have 
followed frost action 6 ‘, or through wounds inflicted by insects, voles, rabbits, 
deer, or by pruning. Inoculations made into cuts on the branches develop success¬ 
fully at any time of the year <«*>. The die-back condition may proceed on its 
downward path of infection so as to involve and kill the whole of the current year’s 
shoot, and may sometimes extend into the tissues of the second year and even into 
older growth. Whilst there is little discoloration at the seat of infection at the 
start, later a slight depression develops which becomes more and more sunken and 
dark brown in colour as the surrounding parts increase in girth by normal secondary 
thickening. The mycelium is present mostly in the cortex and resin canals, 
and quickly proceeds to replace the host tissues disintegrated. A canker on 
the trunk or on a large branch is initiated, as already indicated, from the broken 
end of a small lateral branch which had become infected, the mycelium spreading 
from it into the tissues of the stem in all directions ; if the stem is comparatively 
thin, the canker may encircle it completely, and as its progress entails the destruc¬ 
tion of all the tissues down to the wood cambium, transmission of elaborated food 
from the leaves is checked, with the result that the upper limits of the lesion 
become much swollen, and a hypertrophy of the stem just above the point of 
attack is often a characteristic symptom on four- to eight-year-old trees. In the 
case of older trees, however, canker formation on the trunk near the base is not 
usually accompanied by any marked hypertrophy, for the reason that older stems 
are rarely girdled by the disease. During development, the edge of a canker 
becomes raised by callus formation and numerous resinous blisters break out on 
the dead bark and around the lips of the cankers. The small black pycnidia are 
again in evidence around the edges of the cankers. Older trees of Douglas fir 
have much capacity for healing up their cankers, and on trees of twenty years 
and upwards all signs of cankers are usually obliterated. But despite such recovery 
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with advancing age, scars of the disease are still evident in the felled timber, for 
there must always be a blemish in the wood where abnormal secondary tissues, 
formed by an affected or frosted cambium, adjoin healthy wood ; such lines 
of fault in the timber arc seen as dark zones, and, while the physical effect of the 
flaw may be small where only a single canker occurred, numerous cankers render 
the wood of little value as structural timber. 

Every precaution should be observed to avoid injury to young trees in the 
nursery, or during planting out, so as to prevent wounds. 'I here can be little 
doubt that frost, especially when followed by rapid thaw, is responsible for much 
injury to this and many other trees (0 \ and, when planting in frost areas cannot 
be avoided, it is recommended that a protective nurse crop such as birch or mountain 
pine be adopted, and in order to avoid wet, cold conditions, draining the area may 
also be found advisable. Little appears to be known about any varietal forms of 
Douglas fir in respect of any differences that might exist as to the time of leafing 
(flushing), but it would obviously be a great advantage to get a late flushing kind 
that would not be so sensitive to late frosts. No sources of infection should be 
left unburnt near the nursery, and any young trees suspected of harbouring the 
disease should be removed and destroyed ,l2 ‘. 

1. Birch, T. T. C.: 1935- N.Z. Stair Forest Sen'. Bull. 7. 

2. Boyce, J. S. : 1927. Phytopath, xvii, 1. 

3. — 1933- 7 - Forestry, xxxi. 664. 

4. Day, W. R. : 1928. Forestry, ii. 19- 

5. — and Peace, '1*. R.: >934- Oxford Font. Mem. 16. 

6. — — 1937- Forestry, xi, 13. 

7. Grove, \V. B. : 1935- British Stem and Leaf Fungi, i, p. 180. 

8. Hahn, G. G. : 1930. Trans. Brit. Mye. Soe. xv, 32. 

9- — *933- Mycologia, xxv, 369. 

10. LnRcrbcru, T. : 1934- Svensha Skog. Tidskr. xxxu. 71. 

11. Wilson, M. : 1920. Trans. Hoy. Scot. Arbor. Soc. xxxiv, 145. 

12. — 192s. Forestry Commission Bull. 6. 

13. — and Hahn, G. G.: 1928. Trans. Bril. Mye. Soc. xiii, 261. 

14. — — 1929- Phytopath, xix, 979- 

15. — 1937. Scot. For. J. Ii, 39- 


Other Rots of Standing Timber 

(a) CONIFERS 

Butt rot of coniferous trees in Great Britain affects larch rather more often 
than spruce, with Douglas fir coming next ; the pines suffer little damage from it 
until they are 60 to 70 years old and the silver fir (Abies alba) is even more resistant. 
homes annosus (described above, p. 915) is by far the commonest cause, with 
Fo/yporus schweinitzii probably next in importance. Routes pinico/a causes a butt 
rot of spruce comparatively rarely in Britain. '1 he common butt rot of conifers, 
caused by Armillaria me/lca (described above, p. 907), is due to a limited extension 
of the fungus from the main roots into the base of the trunk. By itself it is not a 
cause of serious trunk heart rot, but it frequently accompanies and may open the 
way to the true butt rots such as that caused by Fomcs annosus. Heart rots of 
conifers that ordinarily arise as wound infections include, in Britain, those due 
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to Forties pitii and Stereum sanguinolen/um. As these frequently affect the upper 
portion of the bole they arc sometimes designated top rots. All these fungi show 
little host specialisation, each occurring on various coniferous trees and are, 
therefore, discussed here in a general way. The histological effects on the wood 
of fungi of this type have been already discussed from a number of examples in 
Chapter VI. 

Polyporus schweinitzii (Fig. 433 a) is found in larch and spruce in Britain as 
the cause of a brown ‘ butt rot ’ next in prevalence to that due to Fames annosus. 
In south-eastern Scotland Scots pine seemed to be attacked after the age of 70 
to 100 years (,oal . In the United States, where different isolations have been found 
to differ considerably in cultural and physiological characters it causes much 
greater damage than the latter, following Fames pini in prevalence and attacking 
various species of pine, spruce, fir, and larch, while in some of the pine forests 
of central Russia it is commoner even than the ubiquitous F. pini. In Sitka spruce 
and Douglas fir u6 ‘ the decay begins as faint yellowish elongated streaks in the 
heartwood, followed by a brownish or reddish-brown discoloration and a cubical 
brown rot which becomes friable and is accompanied by a great loss in the tough¬ 


ness of the wood (Fig. 435 H). Even in the early stages of attack Sitka spruce may 
undergo a large reduction in strength and in resistance to impact ; part of the 
seriousness of ‘ dote ’ in airplane spruce is due to inability to detect this weakness. 
Some of the affected pines show a resin fiux. It has been proved experimentally 
that the fungus is a definite parasite of the roots of Finns strabus under certain 
conditions, while in second-growth Douglas firs infection in the Pacific north¬ 
west is usually through fire scars. Sporophores may be found on superficial roots 
as well as on the bole near the ground or, occasionally, well above ground-level. 

Fames pinico/a (Fig. 434 i>) also causes a red-brown cubical heart and sapwood 
rot of various conifers in Europe, North America, India, and Japan It is 

sometimes found in certain hardwoods such as poplar, birch, and willow, and has 
been recorded as a cause of heart rot of peach and plum in America. Dike lames 
• annosus and Polyporus schucinitzii there may be little external indication of its 
presence in the bole, but it can cause a rapid destruction of the wood with removal 
of cellulose and the development of cracks filled with white mycelium. Unlike 
most other wood-destroying fungi, considerable differences in cultural characters 
and physiological activity has been found in isolations of F. pinico/a from different 
coniferous hosts in North America, but these differences do not extend to host 


specialisation ,l3 ’. As a butt rot it has been reported to cause severe injury to 
pine and spruce but it is comparatively rare on the latter host in Britain. 

Forties pini (Fig. 434 11) is perhaps better known to foresters as Trametes pini , 
though its perennial, stratified, porous hymenium places it better in the genus 
Forties. It is extremely prevalent and destructive in large areas of the coniferous 
belt of the northern hemisphere, occurring on many hosts (pine, spruce, fir, 
larch, deodar, Douglas fir, Thuja, etc.) and causing what is often termed ‘ heart 
rot *, red or ring scale, or, in the United States, conk rot. It is the most widespread 
of all the wood-rotting fungi of North America and is, perhaps, the most destructive 
of all fungus parasites of coniferous trees. Infection of the heartwood occurs 
ordinarily through broken branches containing heartwood, most frequently in 
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the upper bole, so that some of the hosts are seldom attacked before they are about 
30 years old (,5) . Later the rot may extend into the sapwood ; sporophores arc 
generally found at the site of the old branch stubs and there may be strands of 
felted brown mycelium at the base of dead twigs. A copious resin flux may prevent 
the external development of the fungus. Wound infection from spores is believed 
sometimes to occur at the base of the tree and to cause a limited butt rot, but 
usually the whole trunk becomes infected. The fungus is one of those causing 
ultimately a white rot of the wood, for it attacks lignin equally with cellulose, 
with the result that though the first reaction is frequently a purple or reddish 
discoloration turning to yellowish brown, a white pocket rot follows, marked 
in Douglas fir by a riddling of the heartwood with small white cavities between 
which the wood appears sound ; different hosts vary somewhat in the type, 
colour, and sequence of changes produced in the heartwood <23 \ but infection 
usually brings about a great loss of strength, though the trees may live to a great 
age owing to the relative immunity from attack of their functionablc wood. In 
the Aleppo pine in the south of France the spring wood succumbs to decay before 
the autumn wood ; the fungus ceases to grow when the host is killed, but it is 
then often followed by Fames pinicola which completes the decomposition of the 
wood (,0) . In Germany, where T. pini causes losses amounting to millions of 
marks annually, a systematic campaign for its eradication from the State forests 
by felling all affected trees was in force for some time before the war. 

Stercum sanguino/entum (Fig. 435 d) causes a ‘ red stain ’ top rot of the heart- 
wood of living spruce, fir, pine, larch, and Douglas fir in Europe, North America, 
and Australia. Like Trametcs pini it enters through branch stubs and may extend 
down inside the bole to the base of the tree, causing a butt rot in the older trees. 
It belongs to the white rotting group (like all species of the genus Stercum ), causing 
first a reddish-brown mottle in the heartwood and then white pockets of decay. 
In a severe outbreak observed in Idaho (,4) external symptoms were few and in¬ 
conspicuous, though in Douglas firs the base of the stem showed whitish streaks 
and there was a marked resin flux in spruce and fir ; at the collar of the trees the 
bark was loose and showed a white mottling on its inner surface, while the sapwood 
was greyish brown and soft ; the course of the infection appeared to be from the 
bark to the sapwood and thence into the heartwood, instead of the usually reported 
direct invasion of the heartwood. In balsam fir (Abies balsamea) in Canada (,8 > 
the affected heartwood is firm, water-soaked, and reddish brown, with rays of 
the same colour extending out for an inch or two into the sound light-coloured 
wood ; white mycelial sheets may form in the wood and persist until an advanced 
stage of decay when the wood turns light brown, loses weight, and becomes dry 
and friable. Sporophores are found on the standing trees and develop freely on 
the dead wood. 

(b) HARDWOODS 

Amongst the more important causes of decay in the wood of living dicotyledon¬ 
ous trees in Great Britain ,7a 'are Polyporus sulphurous, P. squamosus , P. betulinus, 
P. hispidus , P. frondos us, P. dryad cits, Fomes foment arias, F. igniarius , F. fraxineus, 
I', ulmarius, Canoderma applanation, Stcreum hirsutum, S.gausapatum, S.frustidatum, 
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and Fistulina hepatica . Most of these attack several hosts and their range may even 
include conifers, just as some of the softwood parasites already described can attack 
hardwoods ; a few, however, are more closely specialised, as Polyporus betulinus 
on the birch and Stcreum gausapatum on oak. 

Polyporus sulphureus (Fig. 434 e) is a common cause of butt rot of the hcartwood 
of oaks in Lurope <'• the United States, South Africa, and elsewhere, entering 
usually through wounds and fire scars ; a variety of the fungus has been described 
as a cause of root rot of oaks in the United States. It causes a severe heart rot of 
sweet chestnut (Castanea vesca) on the Caucasian side of the Black Sea and attacks 
C. dentata in America. Other hosts include beech, birch, poplar, willow, walnut, 
acacia, eucalyptus, pear, plum, and cherry. It is common on conifers in Siberia 
and on yew near the Black Sea, while firs (Abies) arc its chief softwood hosts in 
Canada where, and in the United States, Douglas fir and larch are also infected. 
Conifers are less liable to be attacked than hardwoods in Europe. It causes a 
cubical brown rot due to the formation of shrinkage cracks which isolate the wood 
into cubes, the cracks themselves being frequently filled with thin mycelial sheets ; 
the water-conducting tissue may be extensively decayed while the medullary ray 
cells are still intact. This is followed by a dry powdery decay which ends in hollow¬ 
ing out of the bole; death may ensue in a few years (Fig. 435 a). Poplars suffer 
from a red rot and cracking of the wood. 

Polyporus squamosus (Figs. 34, 433 d) occurs on various hardwoods in Europe, 
North America (where it is not common) <“>•», India, and Australia. In Britain 
it is the commonest cause of decay of the heartwood of the walnut and of the upper 
part of the elm and it is frequently found on sycamore and other species of Acer. 

1 he latter (maples) seem to be subject to its attacks in New England, as are beeches 
in the Carpathians. Horse chestnuts (Aesculus hippocastaneum) and species of 
Pyrus are other British hosts of this fungus. It is a wound parasite, entering 
chiefly through broken branches possibly in the same way as Stcreum purpureum 
( P . 763), since its spores are small enough to be sucked into the vessels (>*). 

1 he decay ,S of the wh.tc-rot type and is confined mainly to the heartwood, so 
that the fungus cannot be regarded as an active parasite of living elm tissues though 
responsible for much of the loss of large branches and even whole trees, to which 
the elm is notoriously liable from weakening of the hcartwood. The mycelium 
extends upwards and downwards from the seat of infection, at first in the central 
tissues then extending outwards ; eventually the trunk becomes hollow, following 
the reduction of the wood to a stringy or spongy white mass often mixed with 
mycelial wefts. The hyphae penetrate the cell walls freely through bore-holes 
which subsequently enlarge. The walls are progressively thinned, the less heavily 
lignified ones first. White strands or sheets of mycelium divide up the wood 
while black lines occur especially near the sites of the sporophores, forming the 
so-called xylostromata or pseudosclerotia. 

Polyporus betulinus (Fig. 433 f) occurs throughout most of the geographical 
range of the birch, a host to which it is restricted in nature 06 >. In England it is 
much the commonest cause of decaying in standing trees, but this is not the case 
in the north of Scotland where I'omes fomentarius is equally prevalent on this host. 

It is a wound parasite, affecting first the sapwood and then extending irregularly 
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into the hcartwood, leaving islands of sound tissue behind. The rot produced 
in sap- and heartwood is red-brown and cubical, the affected tissues becoming 
soft, light in weight, and crumbling to powder. Quite young birches which have 
been weakened or injured from other causes may become infected, as penetration 
may occur without exposure of the heartwood. 

Polyporus hispidus (Fig. 433 c) attacks a wide range of forest, ornamental, 
and fruit trees in Europe, America, Australia, and Asia. In Britain it is common 
on the white ash (I'raxinus excelsior) and is less often seen on the black ash 
(F. nigra) 122 \ to which it is almost restricted in the United States ,2 \ Infection 
is generally through branch stubs (which may be devoid of hcartwood) towards 
the upper part of the bole. From the medullary rays and wood parenchyma the 
hyphae pass through the pits into the conducting tissues, extending up and down 
rapidly in the heartwood and more slowly in the sapwood. Passage through the 
tracheid walls is by bore-holes and may lead to the lumina being choked with 
mycelium. The affected wood is changed to a uniformly soft spongy mass which 
may be chalky in appearance and is delimited by dark-brown lines, or a fine white 
streaky mottle may result. The wood becomes ' brash ’ in texture and undergoes 
considerable loss of weight ; mechanical tests may be necessary to reveal early 
injury to it. Eventually pockets of decay form, filled with wefts of mycelium. 
In Asiatic Russia P. hispidus is very prevalent on walnut and has been reported 
as killing whole apple orchards ; old apple trees are commonly decayed by it in 
Britain, where also the elm, walnut, plane, and sycamore are occasional hosts. In 
France and Kashmir, mulberries (including those used for feeding silkworms) are 
often attacked. The fungus is also associated with a canker of the oak in the United 
States due to infection of the heartwood from a branch stub with the production 
of oval areas of white crumbling wood surrounded by swollen callused margins and 
covered by bark ; these may be several feet long and occur from ground-level to at 
least 35 feet up the stem, so that they greatly diminish the value of the wood ,28 \ 

Polyporus Jrondosus (Fig. 435 f) and P. dryadeus (Fig. 4340) cause a white 
butt rot of oak heartwood in Britain. The former' s ', which probably starts from 
the roots, resembles in its effects the commoner rot caused by Stcreum frustu/atum 
(Fig. 435 b) except that the white pockets of decay are less well defined. P. drya¬ 
deus also affects the roots but seldom extends more than a few feet into the base 
of the trunk and its action as a parasite is slow-. In the white fir, Abies conco/or, 
the sporophores of P. dryadeus may be found at the collar of infected trees. 

Fomes fomentarius (Fig. 434 b) is widely distributed in Europe, North America, 
Asia, Australia, and North Africa on beech, birch, poplar, maple, olive, and some 
other hosts. Though the heartwood is usually first to show signs of decay in living 
trees, in culture the fungus can destroy heartwood and sapwood at equal rates. In 
the beech it may cause a vertical furrowing of the trunk, due probably to the 
cambium being reached and killed in elongated strips while secondary thickening 
proceeds on either side. Sporophores are reported to be rarely produced on living 
infected birch and beech in New England. In Germany and south-eastern Europe 
it is not uncommon on old beech stands, sometimes decaying mainly the sapwood 
and leaving the heartwood intact though reddened. As lignin and cellulose are 
attacked simultaneously ,,2> the fungus belongs to the ' white rotting ’ group of 
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wood destroyers, its effect being eventually to produce a white mottled rot with 
black lines demarcating the decayed areas, which become brittle. In Scotland, 
Germany, Russia, the United States, and Canada F. fomentarius is prevalent on 
birch, especially when over-mature. The Scottish form of the parasite has some¬ 
times been confused with F. igniarius (Fig. 434 a) or P. nigricans but has been 
found to be only a hard north European form as distinct from the soft, light- 
coloured, rapidly growing type occurring farther to the south ,l7 '. The rot it 
causes on this host has been described as laminated, as distinguished from the 
cubical, pocket, and powdery rots due to other fungi. The mycelium develops 
chiefly in the medullary rays and vessels of the wood, often completely filling the 
vessels. On poplars in France it is believed to enter through the wounds caused 
by pollarding, and its subsequent progress is slow; in beech, also, infection through 
the crown is frequent, but the top rot of this host caused by it commonly in Scot¬ 
land and on the Continent is replaced in England, where F. fomentarius is very 
rare, by that due to Ganodertna applanation. Sycamore (Acer pseudo-p/atanus) 
and alders are also attacked in Denmark, cork oaks (Quercus saber and O. occidenta/is) 
in the Caucasus, and walnuts in central Asia. 

Fumes igniarius (Fig. 434 a) is not uncommonly found in company with 
F. fomentarius on birches, and the decay due to the latter fungus in Scotland was at 
one time often attributed to it. In Canada also it is a much less common birch para¬ 
site than F. fomentarius ; thus, in an over-mature birch stand in Quebec F. fomen¬ 
tarius was the cause of 71 per cent, of the infections, /•*. igniarius of S per cent., and 
both together of 21 per cent. /•’. igniarius has much the same geographical distribu¬ 
tion as /•'. fomentarius and attacks an even wider range ot economically important 
trees than the latter, but in England it is almost confined to willows. In some 
parts of the United States and northern Europe it is the chief cause of heart rot 
of aspens (Populus tremula , P. tremu/oides , and P. grandidentata) 27 ’• Other 
hosts include white poplar, birch, oak, beech, elm, maple, willow, and alder as 
well as fruit trees such as apple, pear, plum, walnut, almond, and occasionally 
the grape-vine. There is evidence that three forms of the fungus can be distin¬ 
guished morphologically and culturally in America, one limited to aspen, one to 
birch, and the third on miscellaneous hosts tio \ Like F. fomentarius it causes a 
white rot ,27a> which, in aspen, at first affects only the central heart wood, causing 
the development of a yellowish-white area bounded by streaky greenish-black 
lines; these extend and the wood breaks down at the centre. Later the rot extends 
to the sapwood and may reach and kill the cambium. The later stages of decay 
arc marked by black concentric rings ; eventually the wood of both aspen and 
birch is completely decomposed, the fungus being one of those by which lignin, 
cellulose, and pentosans are all equally dissolved. Entry is through wounds and 
fire scars as well as through branch stubs, but infection is usually limited to a 
few feet upwards and downwards from the seat of infection, this point being fre¬ 
quently marked by the development of a sporophore. In yellow birch (Betu/a lutea) 
cankers covered by the bark and a hard black fungal layer may result, in the United 
States, in sporophorcs developing around their margins after death of the tree ,4 '. 

Fomes fraxineus (Fig. 433 »), in addition to the ash, has been found on living 
‘ acacia ’ (Robinia pseudacacia) Uo », elm, and beech in England, and on various other 
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trees in Europe and North America. It is a sapwood and heartwood parasite causing 
in culture on ash wood much loss of weight in the early stages ; later the heart! 
wood is converted into a crumbling whitish decayed mass. Though comparatively 
rare in England, it may cause a serious butt rot of affected trees. 

Fames ulmarius (Figs. 434 f, 435 c) is common on elm trees in England where 
it is the chief cause of butt rot, as Polyporus squamosus is of the upper wood rot 
of this host. It causes a brown rot in which the wood separates into oblong blocks’ 
and affects usually a conical area of heartwood at the base of the tree, sporophores' 
developing near ground-level or inside old basal hollows. Infection seems to be 
ordinarily through bark wounds. 

G ana Jenna applanatum (Fig. 434 c) occurs on a wide range of hosts in Britain, 
where it is commonest on the beech and is probably the most frequent cause of 
decay in standing poplars ; it is also often one of the causes of rot in living willows 
horse chestnut and sycamore and less often in elm, walnut, and various other 
trees. It is found both in temperate and tropical countries, appearing in a number 
of growth forms which have sometimes been given distinct names <«**>. It 
causes a white rot of the heartwood IJ ", beginning with whitish streaks which, 
as they decay, tend to separate the wood into oblong pieces. Later the decay 
extends, causing a uniform, white, soft spongy rot, demarcated from the sound 
wood by a dark-brown zone of cells containing wound gum and tyloses. This 
zone resembles in character and function the blocking layer which has been already 
described as protecting pruning wounds against infection by such fungi as Stereum 
pitrpureum (p. 763); on the mulberry in America it may not develop «»> and the 
hyphae may extend into the apparently sound wood. Another type of dark line 
develops between areas of wood occupied by Ganoderma applanalum and those 
colonised by other fungi <»<». The hyphae pene , ra ,e the cell walls by bore-holes 
which subsequently enlarge. The fungus is a wound parasite, entering trees 
such as the beech through branch stubs, especially those left by loss of the larger 
branches. In tropical plantation crops, such as oil palms, tea, coffee, and the like, 
the roots and base of the stem are sometimes the sites of greatest injury. 

Stereum htrsutum is found usually on the oak but also attacks beech, stone fruit, 
and the v.ne in Europe and eucalyptus in South Africa. It can cause a serious 
decay of heartwood and sapwood of the white rotting tvpe but beginning as brown 
spots interspersed with whitish strips and patches. The heartwood may resist attack 
long after the sapwood has been invaded. The form on the vine, regarded at 
one time as a distinct species, 5 . aerator, is the cause of the serious disease known 
as csca or ' apoplexy ’ in southern and eastern Europe and the Levant. The 
fungus IS a common and very active cause of decay in cork oaks (Ouereus saber 
and Q. occidentalts) in the Caucasus and of the former species in North Africa, 
but in English oaks it seems to cause injury mainlv to the wood after felling. 

Stereum gausapatum (Fig. 435 c) is similar in its effects to . 9 . hirsutum but is 
restricted to the oak, to which it is a major cause of damage in the United States <9 - 24 \ 
France, and certain British forests. In the latter its prevalence has been ascribed 
to over-wide spacing of the young trees, with the result that when the canopy . 
closes many of the lower large branches that are killed contain heartwood and 
afford channels of entry to the fungus. In pollarded oaks entry is apparently 
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directly into the parent stump. The fungus causes a white 1 piped rot ’ of heart- 
and sapwood, beginning as small brown oily spots and then spreading in con¬ 
centric zones. Eventually yellow or brown bands form, especially in the spring 
wood, separated by white elongated streaks which give a characteristic mottled 
appearance. In the final stages all the wood becomes pale, brittle, and useless. 
Spread downwards is rapid but upwards very slow ; the butt usually escapes but 
the rest of the trunk may be internally decayed. Sporophores arc usually found 
near the points of entry and furnish the best means of distinguishing between the 
rots caused by S. gausapatum and S. hirsutum since the decay caused by both is 
very similar. The name .S’. spadiceum which has been used in France and Britain 
is now usually considered to be a synonym. 

Stcreum frustulatum (Fig. 433 <;) is the cause of ‘ partridge wood ’ of the oak, 
a decayed condition of the heartwood in which irregular white spots appear in 
the browned wood, usually of the upper part of the tree, and develop into oval 
or spindle-shaped cavities, separated by firm brown walls. External symptoms 
arc slight, but the infected wood rapidly becomes useless. Like Stereumgausapatum 
entry is probably through wounds exposing the heartwood, but it also takes place 
through fire scars both in the base and upper part of the trunk. 

Fist id in a hepatica (Fig. 433 f), the ‘ beefsteak fungus \ causes a sap and heart 
rot of the oak and sweet chestnut, producing, before infection has advanced suffi¬ 
ciently to injure the strength of the wood, the so-called ‘ brown oak ‘ which is much 
valued by timber merchants <6 '. Decay ceases to progress when the timber is 
prepared for use, the fungus losing vitality gradually after felling. The fungus 
is common on pollarded oaks, presumably as a wound parasite, and is stated to 
cause a rot similar to, but less common than that due to Stereum gausapatum in 
the United States ; in Britain the rot is greyish brown, resembling tortoiseshell. 
In several species of eucalyptus, including the valuable jarrah wood (/:. marginal a), 
Fistulina hepatica produces what is known in Australia as ‘ pencilled wood ' (2y> . 
The wood is marked by dark streaks about a millimetre broad extending vertically 
and also radiating outwards from the centre. They are caused by an infiltration 
of the lumina of fibres and vessels with ' kino \ a heavy, dark reddish-brown gum. 
The fungus seems to remain active in the wood of living trees for many years, 
causing a heart or pith rot, a decay of pockets of sapwood, and yellow-edged 
pin-holes, in addition to the pencilling <25 ’. 

Control of Fungi causing Decay in Trees. —It is evident that few of these fungi 
are susceptible to direct control. Indirect measures such as close planting to 
prevent die-back of large branches containing heartwood when the canopy closes, 
or the growth of mixed instead of pure stands, have a certain value against some 
fungi. More important is the choice of races of the host adapted to the locality 
in which they are grown. A sharp distinction must be drawn between the con¬ 
ditions prevailing in the virgin forests which still cover a good deal of the land 
surface of the globe and the replanted woodlands of the British Isles and much 
of continental Europe. In the former, decay is predominantly due to fungi that 
attack the older trees and may do little damage to those of the age classes below 
(to or So years ; in the latter it is mainly caused by species like Fumes annosus that can 
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infect young stands. In the first type a knowledge of the optimum date of felling is 
all important, and once a regulated rotation is established with this in mind, great 
improvement may be expected It has been pointed out, for instance, that Fomes 
igniarius is unlikely to cause much damage to aspen plantations grown in rotations of 
about 50 years. Selective felling of infected trees is not easy to carry out in regularly 
worked forests, but reference has been made above to the German efforts to accom¬ 
plish it as a means of reducing injury from Trametespint\ and it may sometimes be 
practicable in other cases. In closely managed forests on the Continent decay is 
not uncommonly reduced by the removal of damaged side branches close to the 
trunk so as to secure a cleanly healing wound. In park and avenue trees this should 
be regularly done and a wound dressing applied when practicable. 
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' A * strain of Phyloplilhora infeslans. 522 
* A ‘ virus of Potato, 2b7, 2b8, 289. jXo - - s 3 * 

549 

Amts At. da, vars.: 

HAl-SAMAK. Slereuni sanginnoleiiluni on. .>45 
CONCOI.OR, Poly par IIS Jryadeus on. «>47 
CRANIHS, Plmmopsis pseudolsngae on. 0 . 1 " 
PECTIN AT A, Witches* Broom. 407 
Ponies hattiiiu on. 217 
annosus on, 915. 94 ' 

Abscission. 139. 140 

AUUTILON STRIATt'M, \ irus \ .11 Kf .ition on. 25 5 
ACACIA (KotilNiA pseidacaoa) : 
callus formation. / it. 184 
Pomes fraxinviis on, 950 
falls, i «>4 
Gummosis, 220 
Polyporus sulphurcus on. 94 ( > 

Actmihosligma parasiticuni, b7 
Accessory food substances. 63 

Acer campestiol See Maple 

AcEtt l’SEUI>oPl»ATANt'S. See Sycamore 
Acer sp., Ustulina deusta on. 217 
Accrvuli, 22. -*9 A. it. 5b. 289. J 0,, > ft* 

V /0 A, I Jo A 

Acetone, 70 

Athlya. Zoosporangia of. -’5 A 

Acid : 

citric. 70. 297 
gallic, 71 
gluconic, 72 
hydrochloric. 14b 
indoleacetic, 202 
indolebutyric. 202 
oxalic, 129 
protocatcchuic, 14b 
pyrogallic. 143 
sulphuric, 214. 581 
Acids : 

amino. 71. 172 
fatty, 71, 186 

influence of, on parasitism, 132 
organic, as food, 144 
Acronecrosis of Potato, 283 
Acropetal formation of spores. 49 . / VV. Jt*/. 

388 

Acropetal necrosis of Potato, 283 
Acrospeira levis, 50 
Actinomyces, 72. 73 

scabies, 109, 115. > 59 . 1 7 >. * 4 ‘. -■ 7 -. * 43 . * 44 . 
* 45 . 486 

Actinomycctes, 487 
Actinoncma, 70 
rosae, J'H, 858 
Adelopus guumannii, 938 

Aecidiospore (aeciospore), 42. 0 /, 87. *°7 - l L> 


Ae« idium (aeciumi. 4-*. 53- (,h 11 • ,,V L /,v /• 3^7 
fertilisation within the. '»5. Mi, 07 
mechanism of opening of, 349 
.let idium jutohslhalli, 205 
punt latum. ~bl 

urlitae, too 
. ledes aegypti. 272 

Aegerila teehheri, - v />-«# 

Am;IM>ps. Cereospora her point battles on, 3*7 
An;oi-ot>ltM P<»l»Ac;l<ARIA, I97- SeC Bishop- 
weed 

A,scrurs' m’ritKAs i ANH'M. See I lorse-chest- 
nut 

Agaricaceae, 338 
Age of tissue, and infection, 99 
Agglutinins. 155. 799 
Aggressiveness of infection. 108 
AcHOl'YKON : prysiphe gramnns on. 372 
llefminthosporium sativum on. 437 
Puctima iriticina on. 358 
Til let a 1 on. 3b 2 

Hll’lSS, ('.ortidum fat if or me on. 48I 
ppithloe typhina on, -■ I* A 

pusarium avenaccum, and /’. culmmum on, 
389 

Opluoholus graminis on. 382 
Putcinia g/itinarum on, 355 
M'AHRt'M, Puctinia graminis on, 92 
Aokosiis sp.: . 

Cabinet Iria gramimt ula on, 480 

Krgot. 447. 45' . . u 

Opluoholus graminis on. 382 
ACKOSTIS CANINA. Ppithloe typhina on, -JO h 
STOLON 11eka. Reclamation disease, 313 
Cabinettria graminirola on, 480 
1 TNt is. ( indicium fuciforme on. 4 s ' 
TKlCHOPiioRfM, Pitccinia iriticina on, 358 
Albinism, 9b 
Alhuginaccac, 334 
Albugo, 334 
Alcohol, 93. 37« 

ALDER (Alms ci.i’tinosa) : 

pomes fomcntaiius on, 948 
igiiiariits on. 949 

ALEPPO PINE (Pints iialepensis) : 

Pomes pi nit o!a on. 65. 945 
Trametes pint on. 65, 945 
Alcuriospores, 49 H. 5®. 7 (t O, /:, /• 

Alii rites, 130 

Alki kites forihi and A. MONTANA, dehcicnc\ 
diseases, 307. 311 
ALFALFA. See Lucerne 
Algae, infection of. by fungi, 609 
Algal fungi. 3. 332 
Alkaloids, 237, 39b 
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Allium cepa. See Onion 
ASCALONIUM. See Shallot 
FISTULOSUM var. CAESPITOSUM, Peronospora 
destructor on, 697 
PORRUM. See Leek 
SCHOENOPRASIUM. See Chives 
viNEALE, Sc/erotium cepivorum on, 704 
A/lomyces, 333 
arbuscu/a, 31, 5/ A-C 
javanicus, .5/ D-L 
ALMOND (I^tUNl'S amygdau s) : 
C/asterosporium carpophilum on. 776 
Fomes igniarius on. 949 
Puccinia pruni-spinosae on, 760 
Rosellinia necatrix on, 739 
Shot Hole, toS, 115, /j,v //, 7J9, 140 
Taphrina deformans on, 770 
I'erticitlium dah/iae on. 810 
Alnus. See Alder 
Alopecurus pratensis : 

Puccinia coronata on. 411 
Al.siKB CLOVER (Trifolium hyhrida), l*ca Mosaic 
on. 623 

A/ternaria, 73, 97, 149. 339 
hrassicae, 84 

2 lionni, 438 
ini, 1 to, 165 
tenuis, 49 T, 438 
tomato, 118 

Alternation of generations, 31, 5/ 

Amanita, 76 

American Gooseberry Mildew, 59. 102, 226, 
3 * 3 . 384, ««7 
Amerospores, 404 R, 866 
Amino-acids, 71 

Ammonia, presence of, and (»rey Leaf of Oats. 421 
Ammonium salts. 72. 124. /-*9. 17b, 183, 228, 
.242. 490 

Amoeboid bodies, 258 et seq. 

Amphitheatre form in canker formation. 417, 

919 et seii. 

Amphorophora ruhi, 816 
Amylase. Sec Diastase 
Anaesthetics, influence of, on parasitism, 93 
Anastomosis. 9 A, 9 ft, to H, C, ;o D, 7/. 9b, 97 
Anatomy of morbid tissues. See Morbid 
Anatomy 

Ancvlistales. 33 1, 333 

ANEMONE (Anemone spp.), dormant my¬ 
celium in. 85 

Anemone coronaria. A. nemorosa, A. ranun- 
CULOIDES, Rust, J 59 , 760 
Aneurin, 63, 64 

Angui/lospora hmgissima, 49 //. 50, 7ft /•' 
Angui/lu/ina dipsaci, 462 

Animal and plant diseases, analogies between, 

.'S 6 

Animal viruses, 462 

Annosus Heart Rot of Conifers, 915, 941 
Antagonism. 84. 108. 146, 171. 3X1. 3«3 
Anther Smut. 126, 20b 
Antheridium, 33, 34, 5 2 P, C, 72 
amphigvnous, 233 />. 255 1) 
paragynous, 52 C, 56, 72, ftj C 
Anthers, infection of, 73, 115 
Anthocvanin, 209 

Anthoxanthum odoratum. Ergot, 450 
Anthracnose : 
of Banana, 86 

of Bean, 84, 139, 153, 2.V.V, 2A9. 603 


Anthracnose— contd. 
of Cucumber, 647 
of Raspberry, 800 
of Vine, 393, » 39 . 842 
Antibodies, 154, 209, 282 
Antirrhinum majus, 53 
Rust, 103, J 94 , 846 
Shot Hole, 395, 39 6. 849 
Antithetic virus theory, 878 
A nilraphia tu/ipae, 878 
Aphanomyces, 334 

attaches, 178, 290, 585, 609, 620, 621*, 

622 

levjs, 578, 585 
Aphides, 271, 276 
Aphis fabae (rumicis), 588, 589, 625 
idaei, 816 
laburni, 293 
rumicis, 588, 589, 625 

ruhi, 816 

Aphis galls, 115 
Aplirophora par a!lei a, 105 
Apium craveolens var. oui.ce. Sec Celery 
Apothecia, 23, 27. -*9 E, F, G, 37. 39, 4<>, 4>, 

APPLE (Malus PUMILA, syn. Pvrus MALLS): 
Ascochvta pi si on, 613 
Bitter Pit, J52, J5J, 746 
Bitter Rot. 343, 728 

Blossom Wilt and Spur Canker, 34 ft , 349, 

Blue Mould, 130. 338, 721 
Brown Rot and Spur Canker, 35°. 351, 743 
Canker and Eye Rot, 106, 115, 140, 146, 339, 
340. 341. 34*, 724 
Chlorosis, 296. 307 
Collar Rot, 713 
Corky Core. 301 
Crown Gall, 142 I) 

Drought Spot, 301 
Kjrchlur hl- 102 '—^ 

’Fly Speck, 247 — 

Fames igniarius on, 949 
Internal Cork, 301 
Leptosphaeria coniothyrium on, 805 
Little Leaf, 308 
Measles, 302 

Mildew, 85, 146. 166, 232, JJ6, 337, 7 * 6 
Phvtophthora Rot, 335. 7*3 
Pnlyporus his pi dus on, 947 
/Rosette, 308, 310 

VfcScab. 82. 94 . 102. 103. 106. 107, no, 122, 1 37 . 
/ 140. 146, /.*/ A-C, 168, 172. 209, 210, 

228. 344. 345, 34<>. 73 o*tfV 
Sooty Blotch, 247 
S ter cum pur pur cum on. 763 
Storage Rots. 14b. 176 
Surface Canker, 179 
White Root Rot, 738 
Wither Tip, 316 

Appressoria, 68. 103, 107, 112, 116, 125, 359. 

4 > 3 . 43 '. 457 

APRICOT (Prunus armeniaca) : 

Chlorosis, 296 
Drought Spot, 302 
Rust. 170, 761 
Shot Hole. 776 
Verticillium dahfine on, 810 
Arabinosc, 71 

Arachidna, as virus vectors, 271 
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Arbusculcs, 77 . 79 . ** 

Archimycetcs, 6, 331, 333 . 453 
Armillaria, 338 

mellea, 14. * 7 . * 9 . - >0 . 21 • " 6 - 7 *. "v 1 ">• 
122, 140, 171. « 79 . 215. 220, 248. 4 -’/. 
422, 907, 94 > 
mucida, 70 D -1 

Armillaria Root Rot of Larch, 9<>7 
Aromatic compounds, 237 
Arrhenatherum avenaceum. op/nobolus gra- 
minis and, 252, 382 

ARUM LILY (Riciiardia africana). Bacterium 
carotovorum on, 553 
Ascobolus magnificat, 72 
tri/olii, 466 
Ascochyla, 338 

/oboe, 594 
lycopersici, 53 

pinodella, 613. 619. 62t, 922 

pisi, 119. 29 /. 2ijJ t 612. 622 
Ascoijcnous hyphac, 34, 37 . 5 ", 7- 
Ascoftonium, 34, 37 
Ascomyces deformans, 770 
Ascomycctvs, 27, 33 . 37 . 4 X . 5 ». 53 . 55 , ‘* 4 . " 3 . 
84. 9 *. «oo. 33 ■ • 334 
classification of, 331 el Stq. 

sexuality in, 33, 34. 5 *. 5 X . 7 >. 7 - 

Atcophanut aurora, 10, 56 
Ascosporcs, 34. 55 . 82. 228 
Ascus, 33, . 55 , 56 . 57 
Asexual reproduction, 30, 47 

spores. 48. 95. 98 . „ , 

ASH, BLACK (Fraxinis mum). /Wypunts 
hispidus on. 947 

ASH. MOUNTAIN (hw 1 * At cu-ahia). in¬ 
fectious chlorosis. 255 
ASH. WHITE (Fraxinis excelsior) : 

Fames Jraxineut on, 95 ° 

Polyporus liispidus on, 947 
Ashphaltum, 246 
Asparayin, HQ 

ASPARAGUS (Asparagus officinalis) : 
Bacterium fascians on. 207 
Ilelicobasidium purpureum on. 41*7 
Rust. 227 .. ... 

ASPEN (Populc* IRFMUI.A). homes igmarmt 

on, 949 

Aspcruillaccac, 335 

Aspergillus, 28. 56. 57 . 72 . 73 . 3*>2 
fumigatus, 72 
niapr, 70. 71. 72 . 172 
s'o/yzae, 56. 70, 71 
STKR (Cali.isth iii s ciiinensi*) 
(KTu cumher M osaic on. 291 
1 Foot Rot. 004" 

I Tomato Spotted Wilt, <>83 
JYellows, 266, 268. 271. 272. 289 
stfTerina, 335 
Asterineae, 67 
Asterorystis radicis, it E 
Atrophy, 190 

Auct'HA JAPONICA, varie«atlon of. 55 • 

Aucuha Mosaic of Potato, 550 
of Tomato, 687 
Auricularia, 337 
Auriculariaceae. 332, 337 
Auxins. 63, 798 
A VENA SATIVA : 

Puccinia coronata on. 414 
Smut, 110, 410 


I Avena ncda. Smut, 110 

stlr li.ls, Puccinia coronata on, 414 
sTRloosA : Grey Leaf, immunity from, 425 
resistance of, to Reclamation disease, 315 
Ustilago holleri on, /-’/, 410 
AVOCADO PEAR (Persea Americana) : 
delayed infection in, 86 
Little I-caf, 309 

Asygozygum chlamydosporam, 11 A 

• B * strain of Phytophthora infestans, 522 
• B ' virus of Potato. 268. 280. 283 
Bacteria. /. 3. 4 . 57 . 61.62. 85, 153. 1 54 . > 55 . 
752 

Bacterial Canker : 
of Cherry, 752 
of Plum, 752 

Bacterial root nodules, 79. '/t, V-'. >55 
Bacterial variants. 99 
Bacterial Wilt : 
of Maize. 154 
of Plum. 755 

of Tobacco. 130, 131 
Bacteriophage, 99 . * 55 . * 59 , 260 
Bacterium albilineans, 140 

amyhaorum, 56. 61, 115. i*» 5 . **». 226. 23(1 
apiatum, 651 

carotovorum, 62, 218, 27 J, 274* -’ 75 . 553 
fascians, 207. 209 
marginale, 651 

phytophthorum, 253, 483. 651 

pi uni, 236 

puerariae, 601 

pyocyemeus, 651 

ruhi, 133 

rubrilineans, 251 .... 00. 

solicit, 29. 156. 219. 226. •// J, 41J, 4 ’ 4 , 887 
tepedonicum, 223 
sidanacearum. 130. 1 3 « 
lumefaciens. 132. 142 -•/-/*, * 4 f> D, 147 . ‘ 4 s * 
14 V. 199 . 793 . x °° 

Bactcroids, So 
Bakinu. 7 <> , . 

Baldwin Spot of Apple, 74 " 

BANANA (Mi sa iapif.ntum) : 

Anthracnose, 86 

Bunchy Top. 263. 284, 285. 289. 290. 294 
Leaf Spot. 102. 23X. 253 
Panama disease, 102, 226 
BAOBAB (Adansonia dioitata), cotton 
stainers on. 62 

BARBERRY (Beriieris vulgaris), s8, 67, 88 
cl seq., 118. 225. 344 
eradication of, 88. 89, 225 
Rust. See Puccinia grandnis 
Bark beetles. 62, So, Si. 899 
BARLEY (Hordei’M spp.): 

Black Rust. 344 
Brown Rust. 91, 430 

Covered Smut, ill. 214 A, 427 
Deaf Ears. See Eyespot 
Ergot, 222 A 
Eyespot. 384 
Foot Rot. 21S 1 ), 437 
Leaf Stripe. 126. 153, 2l(, 217, 243. 43 * 
Loose Smut. 125. 2tj, 214 B, 245, 426 
Mildew. Sec Powdery Mildew 
Net Blotch. 2/9 B, 220, 441 
Powdery Mildew, 91. 372 
1 Puccinia triticina on, 358 
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BARI. I*; Y— could. 

Pythium de baryanum on, 579 
Take-all and Whiteheads, 377 
Yellow Rust, 352 
Basidiobolus, 334 

Basidiomycetes, 40, 51, bo, 72, 7b, 91, 96, 122, 
. * 58 . 33 *. 332 . 336 

classification of, 332 el set/. 
sexuality in, 40, 43, 60 
Basidiospores, 40, 60 
secondary, too 

Basidium, 29, 40, 77, 4X, 60, 70 
Basipetal formation of spores, 48, S 3 , 75 

BEAM, WHITE (Pyris aria), Sderotinia laxa 
<>n. 740 

BEAN, BROAD, AND FIELD (Vicia faba) : 
Aphanomyces cu fetches on. 609 
Ascochyta [>inode!In on, 619 

Chocolate Spot. 102. 253, 2S6, 326. 593 
(.'ol/elolrichum lindemuthianum on, 603 
Enation, 265 
Pea Mosaic on, Uzy 
Rust, -’.V./, jSs. 592 
BEAN. DWARF. FRENCH. AND 

RUNNER (Piiaseoli's spp.): 
Anthracnosc. 153, J88, 603 
Bacterium carat uxor urn on, 553 
Foot Rot. 607 
Halo Blight, 85, jSj, 596 
Mosaic, 271, 289 
BEAN, SOYA (Glycine max) : 

Ascochyta pinodvUa on, 619 
Root nodules on. 9/, 9_* 

BEECH (Facts sylvatica) : 

Damping off, 664 
Pomes fomentarius on, 947. 949 
/raxincus on, 950 
igniarius on, 949 
(ianoderma applanation on. 950 
Pitlvpants st/namnsus on, 946 
su/phnreus on, 946 
Po/yst ictus versicolor on, 213 
Stercum hirsutum on, 950 
Beef-steak funcus ( Pistidina hcpatica), 338, 

„ 433 E. 95 1 

Beer, 70 
Beer wort, 71 

Bees, diseases carried bv, 61 

BEET. SUGAR AND GARDEN (Beta . 
vulgaris) : 

Black Leg, 578, 661 
Chlorosis, 305, 306 
Crinkle. 272 

Crown Gall, 143 E, F, 798 

Curly Top, t~6. 265.272. 273.277.282,284. 291 

Downy Mildew, 281. 282, 574 

Girdle, 301 

Heart Rot and Dry Rot, 586 
Internal Black Spot, 301 
Leaf Curl, 257 
Leaf Spot, 125 
Mosaic, 163 D, 588 
Phytophthora on, 664 
Speckled Yellows, 587 
Uromyces betae on, 590 
Violet Root Rot, 467 
Yellows, 289, 589 
Beetles, 62. So, Si, 899 
Death-watch. 215 
Diabroticn, 271 


Beggiatoa, 7 2 

BEGONIA, Spotted Wilt, 1(5 B 
Bemisia, 291 

BENT. See Acrostis spp. 

Bentonite, 231 

Berber is buxifolia, Aecidium jacobsthalli on, 205 
vulgaris. Sec Barbcrrv 
Beta. See Beet 
Bettla. See Birch 
Big Bud of Currant, 832, 833 
Bios, 63 
Biotin, 63, 64 

BIRCH (Betl'la pendtla, B. lutea, B. pubb- 
scens) : 

Fames fomentarius on, 946, 947, 949 
piiticola on, 943 
Poly par us be tu linus on, 946 
sulphureus on, 946 
Witches’ Broom, 207 

BISHOP OR GOUT WEED (Aecopodium 
podacraria), Protomyces macrosporus 
on. 

Bitter Pit of 
Rot of Apple, 343 , 728 
BLACKBERRY (Rubus spp.): 

Cane Gall, 133 

Crown Gall, 148, 140, 202, 795 
Leptosphaeria coniothyrium on, 805 
Black Blotch of Clover, 33S, 459 
Canker of Willow, 41s, 4 ‘b, 890 
Dot of Potato, 3b3, 3b3, 531 
of Tomato, 531 
U-k of Potato, 340, 253, 483 
of Sugar Beet, 578 
Lines, 17, 30, 3 i $ 133 C, D, 219 
Mould of Cereals, 387 
Ring Spot of CabbaRc, 643 
Rot of Cabbage, 246 
of Vine, 102, 125 

Scurf of Potato, 259, 3(0, 3 b 1, 524 
Spot of Rose. 401, 857 
Stalk Rot of Potato, 483 
'Pip of Wheat, 437 
Blackfcllows' bread, 13 
Bladder hyphac, 17, 30 
plums, 194 
Blastoc/adia, 333 
Blastocladiaceae. 331. 333 
Bleaching powder. 247 

Blight of Potato. 54. 85. 91, 97. 101, 103, 14^. 

152. 158. 165. 168. 169, 173, 250, 334, 
- 55 . 5 b, 357, 35S, 290, 514 
of Tomato. 514 
Blister Blight of Tea, 61 

Rust of Pine, 83, 9.5, 102, 103, 105, 178, 43 *• 
433 . 929 

Blossom End Rot of Tomato, 330 , 678 
Wilt of Apple, 34S, 349 , 74 ° 
of Cherry, 740 
of Pear, 740 
of Plum. 740 
Blotch of Clover, 33S, 459 
of Cucumber. 649 

Blotchy Ripening and Greenback of Tomato, 

326 

BLUE DOUGLAS FIR (Pseidotsuca 

GLAUCa) : 

Phomopsis pseudotsugae on, 939 
Rhabdodine pseudotsugae on, 936 


Apple, 353 , 353 . 746 
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Blue Mould of Apple, 130, 33 8, 721 
of Tobacco, 102 

Stripe Wilt of Raspberry, 252, J»/, 810 
Boletus elegans, 76, 78 
Borax, 247 

Bordeaux mixture, 228, 233, 235 
paste, 247 

Bore holes (beetles), So, Si, 887 
Boron, 300 

Botryodiplodia theobromae, 179, 322 
Botryospliaeria ribis, 891 

Botrytis, 13, 14 B, 5 *. 7 ©, 94 . *24. 13 ©. * 3 *. 33 © 
allii, 146, 706 
byssoidea, 706 

cinerea, 50, 65. 72. 77 A 102. 10S, 124, 129. 
148, 155, 165, 178, 218. 237. 247 . 3 *-\ 
3S7. 593 . 657 . 660. 824 . . 
relation between, and Sclerotinia, 40, y, 

77 A 594 
/abac, 593 

squamosa, 706 
tulipae, 406, 407, 40S, 87 x 
Bottom Rot of Lettuce, 660 
Bouille Bordeluise, 233 
Bovine pleuropneumonia, 261 
Braciiypodium syi.vaticl'.m, Ergot, 447. 451 
BRACKEN (PTERIS AQUIL1NA), Taphnttu laurfa¬ 
cia on, 205 

Bracket fungi, 23 ft seq., J-\ 33 . 34 . 35 
BRAMBLE (Run s kri'TICOSC*). See Black¬ 
berry 

Brand spore, 40, bi, bi, bf, 403 
Bhassica OLERACBA. See Cabbage 
Brass ICAS. See Cabbage and Turnip 
Erysiphe polygoni on, 457 
Breaking of Tulip, 254. 4 ° 9 . 870 
of Sweet Pea. 171, 266 
of Wullflower, ///, 266 
Breeding for resistance to disease. 99. >5©. a 4®« 
35 L 357 . 3 <>©. 37 ©. 408 
Uremia, 334 

lactucae, 237, 30S, jo 9. 651, 658 
Brenner of Vine, 842 
Brevicoryne brassicae, 644 
Brewing, 70, 72 
Bridging host or species, 94 
BROCCOLI. See Cabbage 
BuoMirs (Bromus spp.) : 

ERECTI'S, Ergot, 451 
Erysiphe gruminis on, 372 

Fusarium avenaceum and F. culmorum on, 389 
Hdminthusporium sativum on, 437 
MOLLIS, Corticium fuciforme on. 481 
KTERILIS, Ergot, 45O 
Bronzing, 311, 320 
Brouullia speciosa, 281 
BRUSSELS SPROUTS. See Cabbage 
BRYONY (Bryonia oioica). Cucumber Mosaic 
virus on, 291 

Buckeye Rot of Tomato, 665 
Buckle joint, 41, bn B, 405 . . 

BUCKTHORN (Rhamnus spp ), Pucnma coro- 
nata on, 92, 207, 208, 4x1 

Bud : 

Big, of Currant. 832, 833 
infection, 82, 85, 9 J. 125 et seq., 337. 454 
Rot of Palin, 102 
Budding, 20 
Buffer cells, 59 
Bulbils, mycelium in, 85 








Bulbs, disinfection of, 244, 245 
Bunt of Wheat, 63, 84, 100, 107, 115, 144, 148, 
152, 158, iSq A, 362 
Burgundy mixture, 233 
Burr of Hop, 879, 885 
Burrs, 188, 793 
Butt Rot : 

of Conifers, 941 
of Douglas Fir, 943 
of Elm, 950 
of Larch, 943 
of Oak, 947 
of Pine, 94 ' 
of Silver Fir. 941 
of Spruce, 212, 941 


• C * strain of Phytophthora in/estans, 522 
‘ C ’ virus of Potato. 280. 283 
CABBAGE (and varieties of Brassica oi.i.rac ea): 
Bacterium carotovorum on. 553 
Black Ring Spot, 643 
Rot. 246 

Club Root. 109, 163. 277, 27A. 559 
Downy Mildew, jo/, Joj, 637 
Light Leaf Spot, 305. J06, 641 
Mosaic, 259 

Ring Spot. 125. 303. 304. 639 
Savoy, 190. 276 
White Blister, 300, 635 
Wilt. 130. 139. 1 4 ©. > 45 . > 53 . '«! 

CACAO (Theodroma CACAO) : 

Witches* Broom, 61 . 99 . '45. *79. »9 8 , 

• 251 , 

Cadmium, 376 

Caeoma makinoi, 206 

Calamacrostis epiceos, Ergot. 447 

PURRL'RESCENS, Puccinia coronata on, 413 

Calcium. 63. 119. 178. 296, 297. 3 <> 5 . 49 © 

cyanamidc, 176, 221, 229, 357. 49 © 

deficiency. 305, 326. 327 

hvpochlorite, 247 

oxalate. 143. 209. 285 

polysulphide, 232 

Cal lose, 70 

Calluna vulcaris : 

Mycorrhiza in, 77 

Reclamation disease, 313 

Callus. 131, * 3 *. *83. 204 

Caloneetria graminicola, 163, 237, 243, 335. 479 

Calvatia gigantea, 1 o 

Cancer, 204 

Canker : 

Apple, 106, 115, 140, 146. 339 . 3 / 0 , 34 *. 34 -\ 
724 

Bacterial. i 4 7 . 35 b, 337. 338, 752 
Citrus, 102. 225 

formation of a, 42b, 427, 493, 919 
Frost, 919 
Larch, 9x8 
Spur, 740, 743 

treatment of, 227, 246, 247, 248 
wound wood in, 187 

CANTALOUPE, CoUetutrichum lagenarium on, 
647 

Capitophorus frugunac, 277, 280, 291, 789, 792 
potcnld/ae, 789 

Capsella iii'rsa-pastor is, Cystopus Candidas on, 
°35 

Peronospora parasitica on, 83 
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Capsicum annuum : 

Colletotrichum capsici on, 253 
resistance of, to tobacco mosaic virus, 281 

Spotted Wilt, 683 

Carbohydrates, 3, 63, 67, 71. 7*. 77, 128, 131 
et seq. 

influence of, in nutrition of fungi, 128, 129, 

- . X 3 X » 132. 134, *56, 210, 211, 375 
Carbolincum, 246 
Carbon-nitrogen ratio, 129 
Cardinal temperatures, 109 
Carex, Puccinia pringsheimiana on, 821 
CARNATION (Dianthus caryophyllus) : 
Fusarium culmorum on, 391 
Leaf Rot. 39 ^, 399 , 852 
Carotin, 286 

Carriers of disease, symptomless, 267, 268, 

280 

CARROT (Daucus cahota) : 

Armillaria mellea on, //-» C 
Bacterium carotovorum on, 233 B, 553 
llelicobasidium purpureum on, 467 
Casparian strip (endodermis), 143 
CASSAVA (Manihot itilissima). Mosaic, 271, 

273. 292 

Cartas BA crbnata, Phytophthora cambivora on, 
104 

DENTATA, Fndothia parasitica on, 103 
SATIVA, Phytophthora cambivora on, 104 
VESCA, Pistulina hepatic a on, 951 
Poly pot us sulpha reus on, 946 
Catalase, 70 

Catalysts, enzymes as, 71 
Catechol, 14b, 219 
Caterpillars, 105 

CAULIFLOWER. See Cabbage 
Brown Rot, 303 
Whiptail. 327 
CEDAR (Cfdiu-s spp.) : 
apples, 100 

Armillaria mellea on, 908 
Phomopsis pseudotsugae on, 93S 
Tramctcs pini on, 943 

CBDRUS atlantica, Phomopsis pseudotsugae on, 
938 

DKODARA, Armillaria mellea on, 908 
Phomopsis pseudotsugae on, 938, 943 
1.IRANI. Phomopsis pseudotsugae on, 938 
CELERY (APII'M CRAVEOLENS var. dulcb) : 
Bacterium carotovorum on, 553 
Cercospora apii on, 630 
Cracked Stem, 303 

Leaf Spot, 140, 175, 178, 209. 237, 297, 29S, 
. 299, 630 

Mosaic, 291 
Violet Root Rot, 553 
Yellows, 271 
Cell contents of host : 
effects of disease on, 208 
enzyme action on, 72 
influence of, in fungal attack, 143, 147 
plasmolysis of, 208 

Cell inclusions in virus diseases, 13?, 138, 

286 

Cell membranes of host : 
effect of disease on, 209 
enzymic action on, 72 
influence of, on penetration. 139, 178 
Cell turgor, 165. Sec also Water content of 
host 


Cellulase, 67, 70, 71, 209 
Cellulose, 72, 131, 209, 210, 211 
papillae, 82 A-L 
sheaths, 150 

CELTIS, fire scars on, 186 
Cephalosporium, 339 
infection pegs in, 149 
stage, in Dutch Elm disease, 897 
Ccratostomataccae, 336 
Ceratostome/la, 336 
ampullasca, 34 L, M 
fimbriata, 246 
ulmi, 62, 80, 81, 4/8, 896 
Cercospora, 339 
apii, 630 
belicota, 125 
/abac, 594 
melonis, 649 
musae, 238, 253 
Cercosporella, 53, 339 
herpotrichoides, 177, 197, * 9 $, 384 
narcissi, 53, 866 
primidae, 53 

CEREALS, DISEASES OF, 57, 102, 115, 
144. I 7 «. 207, 252, 300, 305, 343 
et seq. See Barley, Rye, Oat, Wheat 
Foot Rot, 252. Sec also Foot Rot 
Powdery Mildew, 192, 372 
Rusts, 57 el seq., 89. 92, 144, 163, 164, 

«74 

Smuts, no, 149 
Certification, 224, 293 
Chaetocnema buhearis, 62 
Charbon of Vine, 842 
CHARLOCK (Sinapis arvensis), Phoma 
lingam on, 567 

Chemotherapy, 242, 245, 247 
C'hemotropism, in, 116 
ClIENOPODIUM ALBUM : 

Beet Yellows, 589 
Cabbage Virus. 644 

MURALE, attenuation of virus through, 282 
PURPUREUM, Beet Yellows, 589 
CHERRY (Prunus cerasus and P. avium) : 
Bacterial Canker, Leaf Spot, and Wilt, 35 6 , 
357 . 358 , 752 
Blossom Wilt, 740 
Brown Rot. 743 
Buckskin disease, 147 
Chlorosis. 296 

Claslerosporium carpophi/um on, 776 
Crown Gall, 142 B, 793 
Drought Spot, 302 
Fames pomaceus on, 767 
Leaf Scorch. 193, 365, 768 
Polyporus sufphureus on, 946 
Rosellinia necatrix on. 738 
VerlidUium dahliac on, 810 
Witches' Broom, 207 
Cheshunt compound, 102, 242, 255 
CHESTNUT, SWEET (Castanea sativa and 
C. vesca) : 

Blight, 61, 102, 103 
Brown. 951 
Heart Rot, 946 
Ink disease, 102, 104 

CHESTNUT, HORSE (Aesculus hippocas- 
taneum) : 

Ganoderma applanatum on. 950 
Polyporus squamosus on, 946 
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CHICKWEED (Stellaria media), passage of 
virus through, 282 

CHILLI PEPPER (Capsicum anni 1 m) : 

Colletotrichum eapsici on, 253 
Spotted Wilt, 683 
Tobacco Mosaic, 281 
Chitin, 6 

CHIVES (Allium sciioenoprasium), Urocystis 
eepulae on. 699 


Clast eras puritan, 339 

carpophilutn, 10S, /J*. / ?'/, //", 176, jb.V, j'',',. 

776 

Clarariopsis aqua lieu, 79 C, 76 If 
Clarieeps, 335 

purpurea, 29, V- A, 9 *. 94 . M 2 , 22 /, 222 , --J. 

445 

Cleistocarp, 27, 28, 4 f, 77, 5 5 , 82, /•>?, 335 * 

373 


Chlamydosporcs. 10, // A, it B.n C, I>. 84. 95. Clcistothecium. See Cleistocarp 

joo .*0/, 391 1 CLKRODKNDRON. Ilyperplasv in. 


/,?b 


Chloroform, effect of, on infection, 93 
Chlorophyll. 101. 134. 143. 20b. 209. 211. 262. j 
286. 310, 318. 321. 322 
Chlorophyllase, 286 
Chloropicrin, 242 
Chloroplasts, 356 
Chlorosis, 296 et set/., 373 
in Lupin, 299 
infectious, 255 
lime-induced, 297 
manganese-induced, 300 
Chocolate Spot of Broad Bean. 102. 

593 

Choke disease of Grasses, 2/'*. jfy, J I s . 473 
ChondrioJerma Jiff or me, J ./-/> 

Chromosomes, 33 
CHRYSANTHEMUM spp.: 

Bacterium fustians on, 207 
Spotted Wilt, (183 
variegation on. 2bb 
I'erlicillium Jahliae on, 810 
Chrysnmy vvi, 337 
Chrysopflyctis enJobiuliea, 500 
Chytridiaceae. 7 . b, 33 . 9 «. • l ft . 24b 
Chytridialcs, 331. 333 . 453 
(Jieadula sexnolalti, 272 
CieaJuliua mbit a, 272. 275 
Cicatrisation. 140 
Cicinnohnlus cesatii, 646 

CINERARIA : 

Damping-off, 664 
Brysiphe eif/iorat earum on. 645 
Spotted Wijt, 683 
Citric acid. 70, 297 
CITRUS (Citrus spp.): 

Anthracnose, 310 
AnniIIaria me!lea on. 215 
Blast, 252 

Brown Rot, 236. 253 
Canker, 102, 225 
Chlorosis, 299 
Exanthema, 31b 
Gummosis, 220, 515 
Hard Fruit, 302 
Manganese deficiency, 307 
Mottle Leaf (Frcnching). 23b, 309 
Mould (Green), 115 
Scab, 158. 197 
Sooty Blotch, 247 
Wither 'I'ip, 99. 102 
Cladochytriaceae. 333 
C/uJonia furcata, B 
ClaJosporium, 339 

fulvum, 110,*115. 152. » 6 5 . 237 . 250. 31S, ?/9 
672 

her bar um, 65, / 99 . 3®7 
Clamp connections, to A, 37, 44 - 45 . 6x . 

405 

Classification of fungi, 331 


Clitoeybe, 7b, 338 
gigantea, 69 
tabeseent, 130 

CLOVER (Trifoi.ium spp.): 
Aphanomvees euteiehes on. 1*09 
Black Blotch. jjS. 459 
Leaf Spot. 2//. 466 
Mosaic, 273 
Pea Mosaic on. 623 
Powdery Mildew. 102. J2b. 45b 
Rot, -M«, 461 
Scorch. -M 7 . 47 * 


tot. -M 2 . -* t /. 467 , CtfJ 

rucifers, 27b. jyy, -* 7 ^ 559 ^ > U 


j vfl'iolet Root Rot, 
vrCluh Root of Crucifers 
Cluster Cup Rust: 

of Anemone, 170. 23b, JW. 7 6 ° 
of Gooseberry, f.V6, 821 
Coal tar, for wound protection. 24b 
Caecomycet hinnalis. 228 
COCKSFOOT. See Dactvi.ir clomerata 
C oelomyccte*. 51. 57 
Cocnocytic mycelium. 0 , 9. .57 ■ I, 70 
COFFEE (Cofffa spp.): 

(JanoJertna applanation on. 950 
Clomerella eingulata on, 828 
Leaf Disease. 101, 102, 122. 17b 
Root Rot. 179 

Rust. 102. 155 , 

Colcoptilc infection. 100. 114, 11 S, r to, tty, it', 
llq. 125. 12b. -M9 A. 363. 379 . 39 . 3 . 

407. 428, 440 

Colcorhiza infection. 114. 393 
Colcosporiaccac, 337 
Colcosporium. 337 

CtJeroa, 33b 

Collar Rot of Lettuce. (>57 
CtJ/elolrichum, 57, 8b, 91, 338 

atramentarium, 13, /5 -I, 173, JfiJ, 533 
captici. 253 
tire inant, 14b 

fa lea turn, 10 2, 125, 132. 251 
gloeosporioiJes, 99, 148 310 
lagenarium, 170, 647 
lindemuthianum, 84. 139. 153 . - ,v,v . ' S,, < 6o 3 
Uni, 172, 244 _ „ 

Cullybia eonigena, 48, yo B. C 
Columella. 27 . 5<>- 5*. 73 J. 7 V B 
Common Scab of Potato, 272, 277, 277. 275, 

486 

CoMPOSITAE, Spotted \\ ilt on. (183 
Conidia. 48, 49. 50. 7 . 5 , 77 . 84. 9b 
Conidiophorcs, 26, 48, 75. 7 6 . 77 
CONIFERS, DISEASES OF. 907. 9 * 5 . 9 18. 
923. 92b, 929. 93b, 938. 94 *. 943 . 
94 b 

Pythium Je baryanum on, 579 
Rhizoetonia solani on, 525 
Coniuph ora .338 

eerehe/la (C. putcana), 212 
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Coniothyrium, 33S 
diplodiella, 94 
fucbelli, 804, 862 
pirinum, 97 
rosarum, 863 
tuernsdoiffiae, 862 

Conjugate nuclear division, 42, 70 E, 405 
Contagium vivum fluidum, 257 
Control of plant diseases, 221 
CONVOLVULI'S ARVENSIS, ns virus carrier, 269 
Coprinus, 4. 5, 4b 
Copper. 17S. 233 . 296, 312. 3*7. 3**5. 37<» 
Coremin, 21, -*.V J, C, 73 
Cork, 122, 124, 140. 142 et sen. 

CORNMINT (Mentha arvensis) : 

, Ild'fubasiiliiiiH purpureum on, 4*17 
Coilin'um, 91, 338 
fuci/orme, 54. 67. 237 . 479 . 48* 

Iteleroga, 14 A, 122 
serum, 70 .•/ 

solnni, 100. 237. 241, -\ 59 , -'<•<>, .*'>/. 524. S40. 
. 578,583 
(.orlwarius, 7(1 

Coryncbaclerium fatrium, 207 
Coryneum beijerinckii, 777 

COTTON (Gossvpium s PP .) : 

Black Arm, 57. 85. <53. 167. 243. 244 
Hoi I disease, 62 

Leaf Curl, 265, 271. 281, 283, 28ft. 291 
Sore Shin, 162 
Spread of disease in, 105 
Texas Root Rot. 132, 178. 237 
''ill. 177 . 253 . 326 
C otyledon infection, 108, 271. 472 
COUCH GRASS. Sec Auropyron reruns 
C over crops, 298 

Covered Smut of Barley, -•/./, _•/./, 427 
of Oar, J05 A, 403. 409 
COW PIC A (Vicna catjako) : 

Chlorosis, 296 

Cnlletolric/iiim findemuthianum on, hot 
Erysiphe pu/ygnni on. 458 
C RANBERRY (Vaucinium oxvcoccus), False 
Blossom, 266 
Creosote, 24O 
CRESS (Barbarea spp.): 

Cystoput Candidas on, 615 

CRESTED DOGSTAIL. See Cv 

CRISTATUS 

CROCUS (Crocus spp.): 

Hdicobasidium purpureum on, 467 
Cronartiaccac, 337 
Cronariiiim, 337 

ribicola, 57 . 85, 9.5, 103. 104, 144, 178, 431, 

. 43 *. 920 

'Crosier, 34 .A 
Crown Gull : 

anatomy o ' 47 . 14*. 149 . 201. 376. 796 
chemical analysis of, on beet. 798 
growth substances produced bv, 798 
on Apple, 142 l) 
on Apricot, 793 
on Beet. 14J E, F, 798 
on Blackberry, 148, 140, 795 
on Cherry, 142 H 
on Dahlia, 141 C 
on Grape Vine. 793 
on Hop, 793 

on Paris Daisy, 793, 796, 799 
on Peach, 142 .-/, 7m 
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Jro\vn Gall— contd. 

•on Raspberry, 146 D, 202, 375, 
on Sunflower, 147, 797 
on Tobacco, 797 
on Tomato, 146, 201, 797 
Crown Rust of Oats, 207, 208, 209, 411 
Crown Wart of Lucerne, 224, 225, 452 
Cryptosporella umbrina, 861 
Crystals, 10. 177, 178, 260, 286, 289 
CUMBER (ClfCUMIS SATIVUS) • 
Anthracnose, 647 
Bacterium carotovorum on, *>3 
Bb.ch, 649 

^Mosaic, 258, 266, 273, 

Powdery Mildew, 644 
Rhizoctonia sol uni on, 525 
Cucumis SATIVUS. See Cucumber ^ 

Cuci’RDiTACEAE, Mild or Green Mosaic in, 291 
Cultures. Sec Media 
Curative measures against parasites, 247 
CURRANT (Rises nigrum and R. sativum) : 
Big Bud. 833 
Leaf Spot. J88, 827 
Reversion, 205. 209, jS 9. 830 
Rust, 57, 225, (see Cronartium rihico/a) 
Sphaerotheca mors-uvae on, 817 
Stereum put pur cum on, 763 
t'erlici/lium dabliae on, 810 
Cuticle. roS, m, 117, 118, 119, 137, 210 
Cut in, 119, 112, 151, 210 et seif. 

CYCLAMEN (Cyclamen persicum), leaf ana¬ 
tomy of. 1J 4 , 185 
Cyclic saltation, 97 
Cylindrosporium. 338. 642 
Cymadothea tri/olit, 229, 458 

CYNODON (Cynodon sp.) : 

f lei mi nt hot pur i um sativum on 
CVNOCLOSSUM OFFICINALE 

Tongue 

Cynosurus CRISTATl'S, Ergot, 451 
Cystidia, 29, 48 

Cystoput Candidas, 32, 67. “ 5 , 109, 149. » 75 . »V 4 
20(.. joo, 334, 635 
Cysts, it E. F. G. II - 
Cytospora. 338 
Cytospora chrysosperma, 888 
ludibunda, 97, 98. 176 


D ACT VLB CLOMERATA : 

choke disease, 236 B. 238. 473 
Claviceps purpurea on, 451 
Erysiphe grantinis on. 372 
Pucci nia glum arum on, 355 
Daedalca, 338 

DAFFODIL (Narcissus pseudo-narcissus) : 
Stripe disease, 265, 285 
White Mould, 403, 404, 865 
DAHLIA (Dahlia variabilis) : 

Armillaria mellea on, 112 D 
''Croyen Gall. 142 C 
-^Spotted Wilt. 16 5 A, 262. 683 
VT^amping-off of Lettuce. 3 >J. 660 
of 'I'omato, 664 
Dasyobalus immersus, 5.5 D 
Duty tryphn, 336 
ealycina, 919 

tdtlkommii, 39, 426, 427, 428 , 918 
Date of planting, 292 

Datuha stramonium. See Thorn Apple 
Deaf ears in cereals. 384. 387. 390. 394 


■. 37 , 437 
See Hound s 
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Death-watch beetle, 215 

Defensive reactions to infection. 93. 21H 

Deficiency diseases, 3, 296, 328, 420, 511, 

.587, 625 

Delayed infection, 86 

Delayed nuclear fusion, 33 

Delayed virus incubation, 278 

Delignification, 212, 213 

Delphacodes slriatella, 293 

Dermatophora necalrix, 738 

Destructive Insects and Pests Act, 506 

Deutcromycctes, 47, 5 *. 9 «» ' 53 . 33 «. 33 -. 33 s 

Dextrose, 64, 71, 108 

Diabotrica, 271 

Dialoneclria galligenu. Sec Xeclria galligenu 
Diaporthe, 336 
perniciosa, 65, 97 . 9 X . '79 
pitya, 940 

Diastase, 70, 72, 132 
Didymella, 336 

applanala, 37 s . 37 9 . f v ". 800. 805 
!ycoper sic i, 53, J/6, 666 
Didymium Iciicopus, 1 C 
Die-back : 

of Carnation, 391 
of Gooseberry, 824 
of Plum, 65, 179 
of Raspberry, 713 
of Rose, 124 

Differential hosts. 89 el set/., 94. 54 s 

Dikaryophase, 33, 4 «. 42. 44 . 45 . *»2. 66 • 6 9 . 

70, 100, 345 el set/., 368, 405 
Diplanet ism, 48, -* 90 I) 

Diplocarpon route, 133, 40'. 857 
Diplndia, 149, 338 
naialensis, 148 
pinea, 105 

Dtplodina lycopersiti, 53 . 33 *. 667 
Diploidisation, 33, 44 . 4®5 
Dipodium jiunctatum, s 7 l 3 -(i 

Disaccharides, 71 

Discomycetes, 37. 40. 5 ( >. 33 -. 33 ft 
Disease tolerance, 250 

Disinfection, 229. See also Seed Disinfection 
Dissemination of fungi. 20, 54 el set/.. 73. 74 . 7 s . 

70 . 349 
Distilling, 70 
Diverticula. -*5 5 E 

DOG’S MERCURY (Mekciriaus pehennis), 

l/elicobasidium pur pur cum on. 467 
DOLICIIOS, Col/eloirithum lindemulhiauum on, 
603 

Dollar Spot of Grasses. 482 
Dosis curativa and Dosis toxica, 247 
Doihidella, 336 
Iri/olii, 460 
u lei, 101 

Dothidiaceac, 336 
Dolhiorclla gregaria, 86 
DOUGLAS FIR. See Fir 
Downy Mildew : 
of Beet, 574 
of Cabbage, 636 
of Celery, 691 
of Garlic, 693 

of Hop, 85, 0 s . 128. 310. 311, 879 
of Leek, 693 

of Onion. 3 -‘ 7 . 3 - >s . 3 -‘0. 693 
of Ornamentals, 653 
of Radish, 637 




v + 5 owny Mildew -could 
of Turnip. 636 
l ine, 30 °. 833 . 
of Weeds, Osj ^-— 

Downy Mildews. 48. 70. 108, 133, 175, 334. 574. 

637. 65'. 691. 693. x 33. 879 

Dry Rot : 

of Potato, 263, -’65, 532 
of Timber, /#, 212 
of Turnip, 279. 5 6 7 
Dusting. 229 el set/., 351. 365 
Dutch Elm Disease, 54. 80, 102, 103. 104, 122, 
219. 223, 317. 41 s . 895 
DWARF BEAN. See Bean (Phascolus spp.) 
Dyeing, 71 
Dysdercus, 62 


‘ E ’ virus of Potato, 261 
Eau celeste (Cuprammonia), 235 
Kciiir.M. Put a mu trilicina on, 359 
Ecological factors and disease, 104. 276 el set/. 
Ecology of fungi and radiation, 167 
Ecotypes, 163 

Ectoparasites, nutrition of, 67, 85, 230 
Ectotrophic mvcorrhiza, 75. 78. s 5 > s,f 
Eelwonn, 462 
Elafacnaceae, 413 
Elementary corpuscles, 258 
E LEI'S INI. CORACANA. See Ragi 
ELM (Ulmi s spp.) : 

Butt Rot. 950 

Dutch disease. 54. v ". 87 , 102, 103, 104, 122, 

219.. 223, 317. n s , 895 

h'omes /raxincus on, 950 
/"niartus on. 949 
ulmaiius on. 95° 

(lam•derma applanala on, 950 
Polyporus hispidus on, 947 
st/uamosus on. 946 
E/sinoe, 802 

ampelina, 30 I. 842 
Jaueelti, 148. 158, 197 
tenela, 377 . 800 

Ei.VMis AREN ARM'S. See Sea-lymc Grass 
Erysiphc graminis on, 372 
Uslilago hypoditys on, 205 
Empusa, 334 
Emulsin. 70 

Enation, 205. 265. 285. 286 
Encephalomyelitis. 272 
Endocoenobium cudortneae, / 

Endodennis. A, 125, 143. I« 9 . 394 

Endogonaceae, 79 
Endomyrcs, 335 
E ndom ycctaceae, 3 3 5 
Endomycopsis vernalis, 7 1 
Endophyllaccae, 337 
Endophytes. 67. 74 . ' 43 . 20 9. 230 
Endophytic mycelium, 122 
Endosperm, 126 

Endttibia parasitica, 61, 102, 103. / 55 , 218, 250 
Endotrophic mvcorrhiza, 75, 76, 78, 87, 134, 139, 
>43 . 

Endurance, disease, 176 
Enlomopblbora, 334 
Entomophthoraceae, 331. 334 
Entyloma dabliae, 54 . 337 . 307 . 851 
Environment, influence of, on disease, 107, 150, 
158. 252 

Enzymes, 63, 67, 70, 85, 118. 129, 139, 147, 213 
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Epiblast infection, 114 A 
Epichloe, 335 

typhina, 29, C, 73 . x 5 . SO, 91,96, 2j6, jj;, 

. . . - 335 . 473 

Epidemics (Epidemiology), 99. 101, 105, 106, 

r . , . 349 . 375 

Epidermis, 107, 10S , 115 

Eradication, for disease control, 224, 291, 351 

Eremascus, 335 

Erepsin, 71 

Ergot of Rye, 22/ C, 445 
of Grasses, 445 
Ergotism, 445 
Erysiphaceae, 37, 91,93 
7 * 7 . S17. 855 
nrysiphe, 335 

cichorncearum, 82 .V, , 7 o, 175, 303. 307, 664 
gramims, 69, 82, .V.* A-L, 93, 108. ///, , 37 , 

119. 14**. «f>6. 17S, /92, / 93 . 372 . 3»7 
. MXKOfu, 43 . 153 . 456 

I-sen Disease of Vine, 143 
Escapism, 250, 387 
. 93 . 149 
Etiolation, 119 
Eubnsidiae, 332, 336, 33S 
Eucalypti's amygdalina : 

J''istillina hepatica on, 951 
Poly pur us su/phureus on, 946 
S ter cum hirsutum on, 950 
OlVERSICOLA, copper deficiency. elTectsof, on.? 16 
Et'DORINA ELKCANS, Elldotociiohium on. 4 

Eugenia malacci-nsis, Puccinia psii/ii on, 102 
r.t'ON ymus jAPo.Nicrs : 

dormant mycelium in, 85 
infectious chlorosis in. 258 
Oiiliniii euonymi-japonici on. *09 
Euphorbia uvpaiusmas : 

perennial mycelium in, 85 
I ’romyces pisi on, 20s. 593 

II, 50. . 1 . 7; . /. II, , J5 

hut el I ix tcnellus, tyj, 258, 27 2, 291 
Exanthema, 220, 31(1 

Exoascaceae, 37. 67, 91, 207, 209. 334. 335 
lixmiscus, 335, 771 
minor, 5.5 - I 
Exobasidiaceae, 338 
Exobasidium , 338 
oxy cocci, 197 
vaccinii, 197 
vex a ns, 61 

Kacultativc parasites, 64, 129. 13 j, 490 
Facultative saprophytes, 64, 389, 393 
Fairy rings, .V, 10 
Fasciation, 207 

Fats in fungi, 10. 63, 71, 79, 356 
Eatty acids, 119, 186 
Fermented milks, 70 
' Fern leaf, /70, 205. 264, 680 
fertilisation, 33, 34, 50 C, 70 G, II See also 
Sexuality in fungi 

Fertilisers, influence of, on disease, 94. 119, 170, 

Krsrrr , 7 V 7 r 382> 386, 4651 v> °’ 591 
Pl-SL-l I-.. See I-estuca spp. 

I'ESTt’CA ELATIOR, ClavieepS purpurea on. 447 

ovina, Epichloe typhina on, 85. 96 A, C, 2 {6 C, 

_ , 2 39, 473 

(.ahmectria graminico/a on. 480 
PRATL’NSIS, (.'/aviceps purpurea on. 450 
RUBRA, Epichloe typhina on, 85, 96, 2 39, 473 


FESTUCA RUBRA— COIltd. 

Calonectria graminicola on, 480 
Corticium fuciforme on, 481 
spp. Helminthosporium sativum on, 437 
Filtrates, action of, from cultures, 63, 130, 382 
FIR, DOUGLAS (Pseudotsuca douglasii) : 
Butt Rot, 941 
Needle Cast, 936 
Polyporus sc/meinitzii on, 943 
sulphur eus on, 946 
Stereum sanguinolcntum on, 945 
Swiss Needle Cast, 938 
Trametes pini on, 943, 943 

FIR. SILVER (Abies aLba): 

Butt Rot, 941 
Heart Rot, 915 

varieties of, 207, 93 **. 945 . 947 
I Fwe scars, 186 • cC 

buUliAht. 102, 115, 226, 246 
tiitulnia hepatic, 338. 433 E, 951 
• age la, 25, 47 . IOQ A 
flagellates, 259 
E/agellospora, 50, 76 C 
curvu/a, 49 j 

FLAX (LlNUM USITATISSIMUM) : 

Blight. 244 

Browning and Stent Break, 244 
Wilt, MS, 146, 252 
Moral abnormalities, 194, 206, 266 
Flower infection, 88, 115, 126, 206 I), E, 363. 
n. • 3681 397 . 400. 406, 445, 478 

Plowcnng, inhibited by virus infection, 266 
f oliocellosis, 310 
Fames, 338 

annosus. 152 A, 159. 213, 217, 220, 4-'J, 4 - 1 , 

, ** 5 , 915 . 941 . 943.951 

Jomcntanus, 434 B, 94b, 947 
Jraxineus, 4 JJ B, 949 
hartigii, 217 

igniarius, 143. 434 A, 949. 952 
hgnosus, 109 
pini col a, 65. 941, 943 
pomaceus, 363, 364, 767 
roteus, 211 

u!marius. 434 F, 435 G, 950 
l oot Rot : 

of Barley. 437 

of Bean ( Phasco/us spp.), 607 
of Oat, 389. 396 
of Pea, 616, 619 
of Tomato, 664 
of Wheat. 389, 396 

Foot Rot diseases. 252. 3*5 . 3 *A 3 X 9 . 3 ‘A 437 . 

607. 616, 619. 620. 622, 664 
Forecasting services, 168 
Form genera and form species, 51, 866 
Formaldehyde, 240. 241, 365, 409, 485 
Fracaria CIIILOENSIS, reaction of, to viruses, 

269, 280, 792 
MQSCIIATA, ibid’., 789 
VESCA. ibid., 269. 280. 789. 791 
viRCINIAKA, ibid., 280, 791 
Freezing of spores, 109 
FRENCH BEAN (Phaseolus spp.) : 

Anthracnose, 84, 139, 153, 28S, 28 9, 603 
Foot Rot, 607 
Halo Blight. 2S7, 596 
' Frenching \ 309. 3>7 
Frost, 94. 164. 188, 364 

action of, on cambium, 919 et scq. 
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Frost— could . 

Cankers, 187, 919 tt scq. 
damage, 164, 187 
Radiation-, 164 
Wind-, 164 
Fructose, 7* 

FRUIT, DISEASES OF, 65, 298. 307. 3 *&. 320. . 

324 , 327 . 713 scq.. 763. 947 . 95 © 

Fruit Tree Pests Order. 227 

Fruiting, inhibited by virus infection, 26b 

Full infections, 93 

Fumigation, 220, 240 

Fungi Imperfccti. See Deuteromvcetes 

Fungicides, 229, 230 

V/ Fiuarium, 49 /«. 73 . 97 . 109. « 53 . * 7 ©. 339 . 3*2 
^ uvenaceum, 200, 386, 389, 397, 400 

130, 131, 161, 164, 171. 242 
1. - 6 4 . -*6j, 532 

cep tie, 14b 

conglutinans, 130, 139. 140. > 45 . « 53 . *8* 
cutmorum, u C,D, II. /, 14*. *b 5 . < 7 *. 

301 , 38b, 389, 397. 400 
aonnrlii, no 
fructigenum, 98 

graniincanon, 202, joj, 20 /, 389, 39b 
lini, 130, 145, 14b 
malli, 148 

nivaie, ib3, 243,479 
orthoceras var. pi si, 17 * 
oxy spar ion, 130 

soiani var. martiif. 29 4 . 620, b22 ; /. J. bo7 

vasinfection, 130, 171, 177 
nillhononii, J40, 72b 
Ftuicladium, 339 
deudriticum, 344. 345 . 340 . 732 
pirimon, 354 . 355 , 749 
solidperdurn, 890, 894 

Galactan, 211 
Galactose, 71 
Gallic acid, 71 

Galls, 100, 133. 14- -l-F, 14 s . 149. 188. * 91 . > 94 . 
224, 265, 276, 375 . 452 . 559 . 793 
composition of, in crown gall, 798 
Crown. See Crown Gall 
histoid, / 4 s , ‘49, *94 
organoid, 205 
radial, 499 
secondary, 79b 
types of, 191-208 
virus-induced, 2b4, 285 
GALTONIA, Fiuarium culmnrum on, 391 
Garnetangia, 34, 51, 54 G 
Gametes, 33, 41 
Gamctophorc, 34 
Gamma rays, 278 
Ganodenna, 338 

applanation, 220, 434 C. 949 . 95 ° 
curtsii (G. lucidum), 213 
GARLIC (Allium sativum) : 

Peronospora destructor on, b93 
Sclerotium cepivorum, 703 
Urocystis cepulae on, b99 
Gas treatment in fruit wastage, 247 
Gasteromycctcs, 79. 332. 33 * 

Gastrodia elata, mycorrhiza in, 7b 
Gemmae, 10, 12, 122, 405 
Gemmate mycelium, 73 
Genders in sexual reproduction, 41 




ulbigenum, 163 
'var. lycopcniLL 
caeruleutn, 17b, 25 


Generations, alternation of, in fungi, 31, 5 1 
Genes, 53, 150 

Genetics of host resistance, 107, 150, 151, 2*1 
Geniculate conidiophores, j 6 , 49, 76 A 
Germination of spores, direct and indirect, 109 
Gibbellina, 33b 
Gibber ell a. 335 
Jujikuroi, 205 
moniliformis, 143 

zeae (saubinelii), 98, 143, 145. 1 ,l2 > J ° 3 . 

304 . 389 . 396 

Gibberellin, 205 

Gills of a basidiomycete, 29, 30, 45 , 4 '>, 47 
Gladioli >, Sclerotia on, 14 
(deha, 79 

Gliodadium fimbriation, 172 
(iliotoxin, 172 
Glococapsa, 90 D 
Gheodes pomigena, 247 
Gloeosporium, 8b, 338 
album. 143 -*I. 7*8 

ampclopliagton , K44 
fructigenum, 341 13 , 728 
musiinon, J/, 8b 
ribis, 828 
venetum, 802 
GlomettHu, 33b 

cingula la, no, 208, 728 
Gluconic acid, 72 
Glucose, 71 
Glucosides, 14b 
GLYCERIA FLIITANS. Ergot. 45 * 

NERVATA, Epichloe typlana on, 475 
Glycerine, 71, 72 
Glycogen, 10, 49 B. 7 6 B 
Gnomonia, 33b 

erythrostoma, 193, 365, 7b8 
Gnomoniaccac, 33b 
GOOSEUERRV (Rides grossi laria) : 

American Mildew, 59, 102, 22b, 3S3, 3 S 4 , 8 * 7 . 
821 

Cluster Cup Rust, jM, 281 
Die Back, 3 < s 7 , 824 
European Mildew, jA‘ 5 . 820 
Jlosellinia necatrix on, 738 
S ter eum pur pur non on, 7b 3 
Verticillium daliliae on, 810 
GOOSE FOOT (Chenopodium .morale) : beet 
virus on, 282 

Gossypium spp. See Cotton . 

GOURD (CUCUMIS spp.), Collelutruhion lagc- 
narium on, b47 
(•raft hybrids, 14b 
Grafting wax, 24b 

Grafts. 146. 173. *85. 204, 255. 269, 273 . 282 
GRAPE VINE. See Vine 
Graphium, 339 
ulrni. 418, 897 
I GRASSES (CRAM1NEAE) : 

Calonectria graminicola on, 479 
Cercospora hcrpotrichoides on, 387 
Claticeps purpurea on, 121, 445, 447 . 45 °. 45 * 
Gorticium fucifonne on, 481 
Epichloe typhina on, 89, 9b, 236, 237 . -’ 3 < s » 
239 . 473 -. 475 
Erysiphe graminis on, 372 
Fairy rings with. Sec Fairy rings 
Fusarium avenue on, 389 
cutmorum on, 389 
niveum on, 479 
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G R ASSES— contd. 

Gibberella zeae on, 396 
Grey Leaf or Grey Speck, 420 
Heficobasidium pur pur cum on, 467 
Hehninthosporium sativum on, 437 
teres on, 442 

Ophiobolus gram inis on, 377, 382 
Phialea temulenta on, 74 
Puccinia anomala on, 103, 104, 113, 430 
coronata on, 411, 413 
glumarum on, 353 
gra minis on, 344 
triticina on, 358 
Sderotinia iunnoeocarpa on, 482 
Ti/ietia on, 362 
Grasshoppers, 271 
Grnssing-down. 325 
Green flies, 256 

Green manuring, 171, 177, 318. 383 
Grey Leaf or Grey Speck of Oat, 420 
Grey Mould of Lettuce, 657 
Griphosphacria cortico/a, 124 
GROUNDNUT (Apachis hvpocaea). Rosette. 
2(1(1, 289. 290, 293 

GROUNDSEL (SiNF.no vulgaris), Lettuce 
Mosaic, 662 

Growth substances, 63, 78, 185, 381 
Guarnieri corpuscles, 259 
Guignardia, 336 
bidtveUi, 125, 132. 210, 336 
Gulspetssjuka (Reclamation disease). 313 
Gulspidssygen (Reclamation disease), 313 
Gum. 56, 71, 185. 310, 765, 767 
barriers, 124, 186, 765 
flux, 220 

wound. 124. 153 . 4 , 186, 189. 218, 220 
Gummosis, 220, 283, 317 
(Jymnoconia intcrstitialis, 107 A-D 
(fym nosporangium .337 
j uni peri-1 irginianae, 100, 194, 337 


Mail, 94 
Hail disease,’94 

Hairiness of host, and infection, 137 
Halo lllight of Bean, 2S7 596 
Haploid cells, 40 

Haploid phase, 33. 42, 64 D, 88, 405 
Uaplophragmtum, 194 
Haptotropism, 116 

HARDWOODS. DISEASES OF, 887.890, 894 
895,900,904.945 
Hartig net. 75. 86 

Haustoria 0, 30, 52, 67. 67 B, 68, 69, 70, 73. 75, 
S3 A, *4 A. S4D.H, 93.103 /}, 

,, t3 l e ! se,/ ' ' 39 . * 56 - 3*9 c, D, 695 

Heart Rot of Sugar Beet, 586 
of Trees, 9x5 

of Turnip and Swede, 2S0, 571 
Heartwood, 122, 145, 146 
Heat sterilisation, 191, 245, 246 
HEATHS (Erica spp.), Mycorrhiza in, 77 
llehcobasidium, 337 

pur pur cum, 232, 2JJ, 467 

HELLEBORE (Helleborus spp.): 

cellulose sheaths, in infection of, 150 
perennial mycelium in. 85 
Helleborus sp. See Hellebore 
/ Id min t hospori u m , 26, 97, 149, 339 
allii, 146 


If elminthosporium—contd. 
avenae, 11 B, 49 N, no, 115, 116, 117, 118, 
119, 120, 126, 163, 2io, 2ii, 243, 415 
gramineum, 98, 126, 153, 215, 216, 431, 442 
sacchari, 131 

sativum, 98, 108, 153, 155, t 7 i, 434, 437 , 

442 

teres, 219 B, 220, 438, 441 
vtctortae, 419 
Helopeltis, 189 
Helvellales, 332 
Hemibasidiae, 332, 336 
Hemicellulose, 72 

Hemileia vastatrix, 101, no, 176, 337 
Hcmiptera, 271 

HENBANE (Hyoscyamus nicer), eradication 
of virus vector on, 291 
Hespf.ris matronalis. Sec Sweet Rocket 
Hessian fly, 249 
Hetcrocaryosis, 96 
lleterodera marioni, 175 
schachlii, 620 

Hcteroecism. 43. 58, 87. 92 
tIcieropatella, 338 
antirrhini, 53, J95, 396, 849 
va/telh newts, 39S, 399, 852 
Heteroptera, 271 
/feterosporium, 339 

Hcterothallism, 41. 45 . 47 . . 5 .?, 7 G 7 -’. 97 . 347 
Hevea brasiliensis. Sec Rubber 
Hexosans, 211 
Hcxosc, 145 

Hibernation of fungi, 43, 82, 163 

Hibiscus ESCULENT US, Callus formation in, 186 

Higher l ungi, 331 

11 ippeastri'M, mosaic, 258 

f fir neo/a, 10, 337 

Histoid galls, 194 

Histological changes in the host, 190 
HOLCCS LAN ATI'S : 

Ophiobolus gratninis on, 382 
Pucci nia corona ta on, 413 
mollis : 

Corticium fuciforme on, 481 
Epichfoe lyphina on, 236 If 
HOLLYHOCK (Althaea rosea), Rust, 84A-C, 

10 3, 105 

Homothallism, 45, 54 

Honey, as disease carrier, 61, 222 

Honcvdew, 42. 61, 347 

Hooghalen, 318 

HOP (Hl'ML'Lt-S Ll’Pl'LL'S) : 

Downy Mildew, 85. 98, 102, 128, 134, 226, 

410, 411, 879 
Gibberella zeae on, 396 
Mosaic, 268 

Powderv Mildew, Mildew, or Mould, 139, 

885 

Hordecm deficiens, resistance of, to Vstifago 
hordei, 427 

INTERMEDIUM, resistance of, to Ustifago hordei, 

427 

MURINU.M, ffelminthosporium teres on, 442, 444 
SPP. Helminthosporium sativum on, 437 
SYLVATICUM, Erysiphe graminis on. 93, 137 
vulgare, resistance of, to Puccinia anomala, 

43 * 

var. pallidum, Puccinia anomala on, 104 
Hormodendron. 199 E, 389 
Hormones, 156, 185 
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HORSE-CHESTNUT (Aesculus hipfocas- 
taneum) : 

Ganoderma applanatum on. 95 ° 

Polyporus squamosus on, 946 
HORSE-RADISH (Armoracia rusticana) : 
Perennial mycelium in, 85 
Plionia lingam on, 567 
Host plant, 64, 113 

Hot-water treatment, i)i, 370. 427. 428, 430, 

HOUND’S^TONGUE (Cynoglossum offici- 
NALE), Puccinia triticina on, 359 
Humatia granulata, 71 

Humiditv, 108, 117, 158, 164 et seq., 253, 35°. 

364. 370. 375. 401, 408. 490. 5'3. 535. 
564, 601, 621, 627, <>45. <>48. 854. <»55. 
659. bb8, <>7«. *>75. 678, 709. 7>9. 723. 
727, 798. 808. 836, 841, 883 
HYACINTH (Hyacintiu s spp.). Bacterium 
carotovoruni on, 553 
Hybridisation, 92. 251 

Hvdrogen-ion concentration, influence of, 73. 

til, 129, 144. '45. '59. 370. 382. 402 
490 

Hydrolysis, 208, 401 
Hydrolytic enzymes, 70, 71 
Hydroxyquinoline, 237 
Hylurogopinus rufipes, 899 

Hymcnium, 29. 45. 4 f> . 17. 4 s 

Hymenomycetes, 29, 45. 4b. 47. 332. 330 
HvosevAMI'S NIGER. See Henbane 
Hyperhvdric tissue, 84, 199. 204 
Hvperpiasy, 100, 133, /Jft B, 1.17, »9©. 2f»6, 
283. 285 

Hypersensitivity, 113, 139. >54. '5*>. 272. 273 
Hypertrophy, 100. ijO H. 190. 3 6 9 
Hyphae, 6 

ascogcnous, 34. 37. 5®. 7- 
attachment, /*/, 121 
coenocytic, ft, 9 
emergent, 42 

runner, uj. 122, 355 u „ 

Hyphomycctcs, 49. 5*. 53. 57. 332. 338, 389, 
538. 

Hypochnus purpureus, 4^8 
Hypocreaccac, 332. 335 
Hypodermataceac, 33b 
Hvpoplasy, 190, 283 
Hypothecium, J 
l/ypoxylon, 17 
Hysteriales, 33b 

Immunisation, 281 et seq. 

Immunity, 105, 154. 281, 282 

Inclusion bodies, 177 , 17S, 28b, b89 

Incubation, 8b, 107, if>3, 167, 271, 274, 278 

Indicator plants, 269, 303 

Indoleacetic acid, 202 

Indolehutyric acid, 202 

Infection : 

cushions, /“, 4b8 
full. 93 „ , 

hypha, b8, 8b, 103, 112. 12b. 210 
mycelial, lit) et seq. 

papillae, (>9. 7©. >24. '2.5, «49 « seq., 379 
pegs. 69. »4b. • 49 

pre-penetration stages of, 107, 108 
primary, 85, // 5 . i 6 7. 24b, 39©. 440 
secondary, ib7, 440 
sub-, 93 


Infection— cnnld. 
suspended, 8b 

systemic. Sec Systemic infection 
through specific parts or organs, ft.?, 100, in, 
114, 122, 124, 125. 12b. 128, 140, 206, 
224. 3 r >3. 3b8, 373. 397. 4°b. 445. 47« 
Infectious chlorosis. 255 
Inheritance. 150, 180 

Injection of minerals, 130, 131, 298, 308, 310, 

31b, 321. 327. 328, 425 
Ink disease of Chestnut, 104, 113 
Insecticides, 236 
Insects : 

as virus vectors, bi, 257. 270, 27b. 294 
dissemination of disease by, 209. 257. 270 ct seq. 
ecological relationships of, in virus disease, 
27b et seq. 

spore dispersal by, bi, 79 A', So, Si 
Inspection of crops. 293, 544 
Interstitial cells, ft7 F 
Intumescences, /.M, 19© 

Inulasc. 70 
Invcrtasc, 70. 71 

Ipomoea batatas. See Sweet Potato 
IRIS (Iris spp.) : 

Bacterium earotororum on. 553 
Mosaic. 2bb 

Bosellinia necatrix on, 738 
Iron, 63. 178. 29b. 3©o 

Irradiation. 9b. ioJ . 

IsOPYRt.’M ITMARIOIUES, Pucama tnticwa on, 359 


Jarrah wood, 951 , . , 

JASMINE (Jasminh m sp.). infectious chlo¬ 
rosis, 255 

uices, influence of host, on enzymes, 129 
UNIPFRUS virginiana, Pomes amiosus on, 91b 

Kabaliella cau/ivora, 134. 47* 

Kaolin, 241 , 

KNOTGRASS (Ii.lecebru.m verticillatim), 
llelicuhasidium pur pur cum on, 467 
KOHLRABI (Brassica oleracea var. cai i.o- 
rapa): 

morbid anatomy of, 137, 19© 
resistance of, to Cabbage bellow virus, 153 
KURAKKAN. Sec Ragi 

Laboubenialcs, 332, 33b 
Laccase, 70. 215 
Lachnea cretea, 10 
scute!lata, 55 11 
Lactarius, 76 
Lactase, 70 
Lactose, 71 

Lacti ca. Sec Lettuce 
Lagenidium, 333 
LARCH (Larix decidua) : 
abnormal wood in. 7J5, 188 
Annosus or Heart Rot, 220. 4-3. 4-1, 4-5, 
915 

Armillaria Root Rot, 21, -/-■/, 4--, 9©7 
Butt Rot, 943 

Canker, 39. 4-’ t >, 4*7, 4**. 9*8 
Meria Needle Cast, 923 
Polyporus schtceinitzii on, 943 
sulphurcus on, 94b 
Stereum sanguino/entum on, 945 
Trametes pini on, 943 
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Larix decidua. See Larch 
gmelini, resistance of, 923 
KAEMPFERI : 

Phomopsis pseudotsugae on, 938 
resistance of, 923 

LEPTOLEPSIS, Dasyscypha nil I horn mi on, 918 
occidental is, Meria lands on, 923 
Latent infection, 73 
Latent period in virus incubation, 271 
Lathyrus odoratus. See Sweet Pea 
Launea asplenifolia, Puccinia bulled on, 20? 
Leaf Curl : 
of Almond, 770 
of Peach, 770 
of Potato. See Leaf Roll 
Leaf Drop Streak of Potato, 548 
Leaf hoppers, 257, 271, 277 
Leaf Mould of Tomato, 318, 319, 672 
Leaf Roll of Potato, -’69, jjo, 539 
Leaf Rot: 

of Carnation, 398, 399, 852 
of Onion, 333, 706 
Leaf-scar infection, 106 
Leaf Scorch : 
of Apple, 324 
of Cherry, 365, 768 
Leaf Spot : 
of Beet, 125 

of Cabbage, 30.5, 306, 641 
of Celery, 140, 175, 178, 209, -*97, J<jS, 299, 
630 

of Clover, 231, 466 
of Currant, 388, 827 
of Oat, -•/«, 415 

of Parsley, 630 
of Pea, 293, 616, 622 
of Strawberry, 125, 3;-\ 785 
of Sycamore, .//9, 4 ~°, 904 
Ivcaf Stripe : 

of Barley, 2/6, 2/7, 431 
of Oat, 2/0, jii, 415 
Leaf suckers, 271 
Leathery Rot of Strawberry, 713 
Lecithinasc, 70 

Ledum palustre, Sderotinia hctemica on, 88 
LEEK (Allium porrd.m) : 

Peronospora destructor on, 693 
Sclerotium cepivorum on, 703 
Urocystis cepulae on, 699 
White 'Pip, 334 , 7 *° 

Leguminosab : 

Bacterial root nodules, 79, 9/, 92, 155, 167, 
305 

Tomato Spotted Wilt, 683 
LEMON (Citrus limonum) : 

Glomerel/a cingula ta on, 728 
iron deficiency, 296 
mixed fungal infection, 148 
Lemonniera aquatica, 79 A 
Length of day, and incidence of disease, 158 
Lenticcls, 111, 115, 140 
LENTIL (Lens esculenta), Ascochyta pi no- 
del/a on, 619 
Lent inns lepideus, 13, 212 
Lenzites, 338 
abictina, 212 
sepiaria , 212, 217 
trabea, 212, 217 

LEPARGYREA canadensis, Puccinia coronata on, 

412 


Leptomitaccae, 334 
Leptomitus, 334 
Leptosphaeria, 336 
coniothyrium, 402, 804, 862 
rosarum, 402, 862 
Leptothyrium , 338 
pomi, 247 

LETTUCE (Lactuca sativa and L. scariola) : 
Chlorosis, 305, 306 

Damping-off, or Bottom Rot, 237, 660 
Downy Mildew, 237, 308, 309, 651 
Erysiphe cichoracearum on, 695 
Grey Mould, 108, 237, 312, 657 
Mosaic, 273, 314, 662 
Powdery Mildew, 237 
Ring Spot, 3/0, 311, 654 
Yellows, 289, 290 
Leucoplasts, in virus infection, 285 
Levulose, 71 

Licences for import of plants, 224 
Lichens, 79, 6*9, 90 
Licking disease, 317 

Light, influence of, in disease, 93, 108, 109, 110, 
... . * 44 . «S8. 166. 275. 375 . 458 
Light Leaf Spot of Cabbage, 305, 3 '> 6 , 641 
Lignification, 70, 139, 150, 217, 218, 284 
Lignin, 72, 132, 150, 211 
Ligninasc, 70 

Lignitubers, 124, 125, 150, 194 D-E, 227, 457 

Lignosulphonatcs, 71 

LILY (Liliu.m spp.), Mosaic, 263 

LIME (Citrus medica), Weather 'Pip, 99, 102 

LIME (Tilia europaea), Ustulina deusta on, 

. . 153 

Lime arsenate, 236 

hydrated, 235 

influence of, as fertiliser, 318, 356, 422, 490, 

565 

-sulphur, 228, 232, 236 
Lime-induced Chlorosis, 297 
LING (Calluna vulgaris), Mycorrhi/.a in, 77 
LINSEED (Linum usitatissimum), in mixed 
crops, 105 
Linum. Sec Flax 
Lipase. 70, 71 

Liquidamhar styraciflua, gum barriers in, 

186 

Lithium, 178, 237 

Lobelia syphilitica var. nana, susceptibility 
of, to virus, 291 

I.odging of cereals, 198, 384. 420 

LOG AN BERRY (Rums sp.) : 

Bacterium tumefaciens on. 793 
VerticiUium dahliae on, 810 
Lolium spp. : 

Corticium fuciforme on, 481 ' 

endophytic mycelium, 74, 75, 77 

Ergot, 22x B, 451 

Helminthosporium sativum on, 437 

Phia/ca tcmulenta on, 74 

Puccinia coronata on, 411 

systemic infection, 74 

TiUetia on, 362 

Loose Smut of Barley, 125, 213, 214 B, 245, 426 
of Oat, 125, 205 B, C, 206, 403, 404 
of Wheat, 125. 189 B, C, 245, 367 
Lophodermium, 336 

pinastri, 50 E, 55 K, 105, 115, 123, 143, ' 5 <>, 

210, 429, 430 , 926 
Lower Fungi, 331 
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LUCERNE (Mbdicaco sativa) : 

Aphanomyces ailriches on, 609 

Bacterial Wilt, 1 54 

Crown Wart, 91, 128, 224, --. 5 , 45 2 

Leaf Spot, 466 

root nodules, 156 

Scleralinio tri/oliorwn on, 462 

Violet Root Rot, 467 

Yellow Top, 304 

LUNARIA ANNI'A, cabbage virus on, 644 
Lumdospora curvida, 4 'J X 

LUPIN (Lupinus spp.) : 

Ascochyla pinodclla on, 619 
Chlorosis, 299 
Pea Mosaic, <>24 
Verlicillium daldiae on, 810 
Lychnis imoica, L'siilago viol area on, 206 
Lycium IIALIMILIFOI.H'm, Phylophlhora III- 
feslans on, 51b 
I.y coper don, 79 A-E 

Lycopersicum ESCfLENiTM. See I oinaio 

PIMP 1 NELLIFOI.IUM, 250 
l.ysins, 155 

Macroconidia, 5 s 392. 60N 

Macrogainetcs, 5/ ( 1,1 
Macrohvphav, 379 
Macropnomina phaseoh, 13 
Macropsis Irimacidala, 272 , 274 . -77 
Macrosiphiwi gei, 588, 663, 680 
pi si, 625 
soluni/olii, 589 
sondii, 663 
Macrosponum, 339 
coinnm ne, 495 
Mncrosleles dirisuf, 272 
Magnesium, 63, 129. 3*8. 3 * 1 
MAIZE (Zi:a mays) : 

Blight, 145. 

boron deficiency, 301 
Chlorosis, 296 
in U.S.A. and India, | 0 © 

Mosaic. 291 
Rust, 134, 150 

Scab (Seedling Blight). 162. 396 
Smut. 126. 141. 145 . 149 . ' 50 . 1 58 
Stewart's disease (Bacterial \\ lit), 62, 99 . '<> 5 . 

154 . 217. 249 
Streak, 272 

Take-all and Whiteheads, 377 
* Mai di comma * (Citrus gummosis), 220 
Malachite green, 237. 480. 698 
Malaria, 88, 221 
Malformations, 264 
Maltese, 70, 71 
Maltose, 71 

Malvaceae, infectious chlorosis, 255 
Manganese. 178. 3 °°- 3 ° 5 . 3®8 
MANGO (Mancifkra im»ka) : 

Erysiplte cichonuearum on. 645 
Clomerella dngidala on. 728 
Powdery Mildew, 124. 645 
MANGOLD. Sec Beet 
Man IIIOT I'TH-lssiMA. See Cassava 
Mannan, 72. 211 
Mannose, 71 

Manured. See Fertilisers 
MAPLE (Aceh campestre) : 

Fames foiilcnlarins on, 947 
igniarius on, 949 


MAPLE— could. 

Poly par us squamosus on. 946 
Ver tic 1 Ilium drill line on, 810 
Marasmius, 67, 179, 338 
oreadcs, M, 10 

C niciosus, 61. 99, 14 5 . • 9 s 

arilispora aqualica, 49 E, 5 °. 7 ,f " 
MARROW (Ci-ct RBiTA PEI'O), Powdery Mildew, 
170 

Marsh Spot of Pea, 296, 306, 625 
Marssonina, 338 

panattoniana, 31 o, 311, 654 

Masking, 250 

Matricaria inodora, Peronospora radii on, 20t> 
Mattiiiola incana, cabbage virus, 643 
MEADOW FOXTAIL. See Alopecurus 
pralensis 

MEADOW GRASS. Sec Poa 
MEADOW GRASSES. Sec Grasses 
MEADOW RUE, Puicinia trilicina on, 359 
Mechanical pressure and infection, 117, 118, 121 

Mcchanismof feeding of parasites, 67 cl scq. 
Media, Culture: . . . 

composition of, and enzyme production, 63, 

72. 129 

limitations of, 73 
saltations on, 94 el scq., lor, 102 
synthetic, 129,13* c 

Medicaco fai.cata and M. SATIVA. Sec 
Lucerne 
Mel am psora, 337 

Uni, *74 

Melampsoraceae, 337 
Melampsorella, 337 
Mclanconiales, 332. 33 **; 47 * 

Mf.LILOTIS ALI1A, Pea Mosaic on, 023 
Meliola, 335 
Mcliolaceae, 67 
MELON (Cucumit melo) : 

line ter iu m carol atom in on, 553 
Fusarium niveum on, 99 
Mendelian laws, 107, 108, 151, 272, 357, 3 /° 

MbRCl RlALIs’ peRENNIS. See Dog's Mercury 
Mercuric compounds, ior seed dressing, 243 cl 
scq., 366, 395. 409 . 4 * 0 , 485. 492 
Menu, 339 
lands, 923 
Mendius. 338 

lacrymans, 14. /*'. 212 
Mcsosporcs, 50 L. M, 213 Is, 430 
Meteorological conditions and incidence ot in¬ 
fection, 57 . 59 , 82, 94 . *04, 158 el seq., 
250. 350 . 355 . 386 , 394 . 4 <> 4 , 466 , 480, 
498. 504. 520, 529. 538 . 596 , 605. 633. 
655. 697 . 705 , 719 . 727 . 734 . 775 . 78 i, 
803. 813. 841, 849, 856, 865, 883 919 
MICHAELMAS DAISY (Aster), I crlicillium 
x ibnorinii on, 130 
Microclimate, 110, 161, 174. 419 
Microconidia, 37, j.V, 200, 201 , 392, 4 <> 3 . 608 
Microgainetcs, 3 * 

Microhvphae, 379 , 

Microsclcrotia. 388 
Microsphaera, 335 
alplnloides, 900 
grossulariae, J-S 5 , 821 
quercina, 901 
Microspores, 5 N 
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Microthyriaceae, 335 
Microthyrium, 335 
Middle lamella, 132 
Mildews. See Powdery Mildews 
MILLET (Pennisetum typhoideum), Sc/ero- 
s[>ora graminicola on, 206 
Mineral nutrition, 63, 134, 144, 376 
Minor (trace) elements, 296 
MINT (Mentha piperita) : 

Rust, 246 

VerticUlium dahliae on, 810 
Mites, 207, 271 
Mitochondria, 209, 286 
Moisture. Sec Humidity 
Molasses, 71 

Molinia, Claviceps purpurea on, 447 
Mollisiaceae, 336 
Monilia cinerea, 348, 741 
fructigena, 134. J 5 «. 74 *. 743 
Monoblcpharidaceae, 331, 333 
Monoblepharis, 333 
Monosaccharides, 71 
Monotospora lanuginosa, 97 
Morbid anatomy, 183 et set/., 283 et seq. 

Mosaic disease : 

Aucuba, of Potato, 267, -*7/ II, 550 
Bean ( Phaseolus ), 273, 289 
Bean ( Vida ), 623 
Beet, 588 

Cucumber, 258, 266, 273, 289, 291 
(■'nation, of Pea, 265, 624 
Lettuce, 273. 3 * 4 , 662 
Mild, of Potato, 545, 687 
Pea ( Pisum ), 286, -*95, 623 
Raspberry, 382, 814 

Severe, or Rugose of Potato, 271 C, 548 
Tomato, 680 

Yellow, of Tomato, /66, 324, 687 
Mottling, symptoms of, in virus diseases, 1 65, 
166, /67, 261 

Mould : 

Black, of Cereals, 65, 387 
Blue, of Apple and Pear, 115, 131, 338, 721, 
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Grey, of Lettuce, 108, 237. 3 **, 657 
Hop, 139. 885 

Leaf, of Tomato, 110, 31a, 319, 672 
Snow, of Turf, 479 
Mucilage, 56, 71, 74 K 
Mucor, 56, 73 . 334 
ntcmalis, 5 3 

prainii, u 
ramannianus, 64 
rouxii, 70 

Mucoraccae, 48, 331, 334 
MULBERRY (Morus alba and M. nigra) : 
Ganoderma applanation on, 950 
Poly par us hispidus on, 947 
Mummies, 229 
Mushroom, 29, 60, 72 
MUSTARD (Brassica alba and B. nigra). 
Cyst opus candidus on, 635 
Mutation, 92, 96, 153, 278 
Myce/ia sterilia, 339 
Mycelial infection, 119 
Mycelium, 6 

cocnocytic, 6, 9, 54 A, 70 
endophytic, 122 
intercellular, 6 
intracellular, 5 


Mycelium— contd. 

perennial, 10, 83 et seq., 93, 94, 95, 96, 97t 98, 

99 , 354 . 360, 374 
primary, 44 

resting, 382, 388, 470, 480 
secondary, 44 
Mycetozoa, 5 
Mycogone, 339 

Mycorrhiza, 75, 76, 77, 78, 85, 86, 87, 88, 134, 

w . * 39 . 155 
Mycosphaerella, 54, 336 
brassicicola, 125, joj, 304, 639 
Jraganae, 125, 372, 785 
pi nodes, 293, 613, 6x6, 622 
Mycosphaerellaccae, 336 
Mvxogastres, 559 
Myxomycetes, 559 
Myxosporium cortico/a, 179 
Myzus persicae, 271. 276, 277. 291. 542, 543. 
548 . 551 . 588. 589, 625, 644, 663, 686, 

pseudosolani, 686 

NARCISSUS (Narcissi’s spp.): 

Mosaic, 266 

Rosel/inia necatrix on, 738 
Stripe disease, 194, 285 
White Mould, 403, 404, 865 
Narcotics, influence of, in infection, 93 
Neck Rot of Onion, 33 *. 333, 706 
Necrosis, 104 A,B,C, 113, 130, 175, 176, 253, 

. . 257, 264. 272 

in virus diseases, 264, 283 
net 264. 543 
phloem, 257. 547 
ring, 644 
top. 283. 545 
tuber, 267, 283, 551 
veinal, 267 
Nectar, 67, 92. 347 
Nectaries, 111, 115 
Neetria\ 27. 29. 335 
ctnnabanna, 27, 28 A 

galligena, 29. 4 -' B, 49 M, 106 D, 115, 140, 

142. 146, 339 , 340 , 34 *, 34 *, 7*4 
ISectriaccac, 335 
Negri bodies, 259 
Nematospora, 62, 208 
gossypii, 64 

Neoitia nidus-avis, Mycorrhiza in, 87 A 
Sephotettix apiea/is, 257, 272 
NE'ri'LE (Urtica dioica), Hclkobasidium pur- 
pureum on, 467 
Nickel, 236 

Nicotiana spp., virus diseases of, 177, 178, 265, 

... . 2 ° 7 . 278, 280, 281, 283 

Nicotine, 236, 291 
Nitrifying bacteria, 71 
Nitrotoccus, 71 

Nitrogen. 63, 71, 74, 77, 79, 94, 7.-9, 13,, 133, 

145. >65. 172, 173 . > 76 , 179 . 364 
fixation, 74, 77, 79 
ixitrosomonas, 71 
Nodal infections, 125. 394, 438 
Nodule bacteria, 79, 9 /, 92, 156, 305 
Non-alcoholic drinks, 70 

Non-parasitic diseases, 57X, 586, 587, 625, 678, 

746 

Pi os toe, 90 C 

Notification of diseases, 224 
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Nuclear division, jr, 5 * Q» 6i 
fusion, 34 . 37 , 40 . 42, 44 . 5349 . 3*>3 
Nuclei in fungi, 33. 34 . 37 . 4 *. 42 . 45 . 5 ° 1 . 

60 C, 62, 65 B , 66 H, 67 F . 70, 96. 98 
Nucleic acid, 261 
Nucleoproteins, 3, 260 
Nutrient media. Sec Media 
Nutrition and mechanism of feeding by para¬ 
sites, 67, 72 

of fungi, 63, 67. 72 . 97 . *00, 108, 129. 170 . 35 “ 
OAK (Quercus spp.) : 

Brown, 951 

Butt Rot, 946 

Fistulina liepalica on, 951 

Fumes fomentarius on, 949 

Heart Rot, 122 . 

Mildew. 61, 102, 105, 155. '00. 167. 90° 

Partridge wood, 951 
Pedunculate, 900. 90*. 9°3 
Piped Rot, 951 
Poly par us /randoms on. 947 
dryadeus on, 947 
sulphureus on, 94O 
Sessile-, 900 

Stereum frustulalum on. 951 
gausapatum, 950 
hirsulum on, 95 ° 

White Pocket Rot. See Partridge wood 
OAT (Avcna sativa) : 

Black Rust. 88 . / 79 . 343 
Brown Foot Rot and bar Blight. 359 
Covered Smut, no. 152. 20 5 A, 213. 214 A, 
243 . 403 . 409.427 

Crown Rust. 144. * 73 . J ° 7 . 20S . -" 9 . 4 ” 
Grey Speck or Grey Leaf. -•/->, 3 ° 5 . 3 ® 8 . 420, 

Leaf Stripe and Seedling Blight. 126. liu, Jil, 


Loose Smut. 125. 20.5 B.C, 403. 4<>4 
Mildew, njJ A. 372 
Pupation virus disease, 293 
Pylhium de baryanum on. 579 
Smuts, 175. 403 

Take-all and Whiteheads. Z 05 . >•/ 6, 377 
Tall. See Arrhennthcrum avenaceum 
Obligate parasites. 64. 70, 73, 132. > 33 - * 34 . '79 
Oidia, 37, 44. 5 s . 6V . 9 9 . 

Oidium euonymi-japonici. 209 
quercinum, 901 
tuekeri, 102, 840 
Oil vesicles, 115 

Olive (Olka europaea). Fumes Jomentanus on. 
947 

Olpidiaceae, 333 
Olpidium, 333 
radicicolum, 11 F,Ci,H 
viciae, 137 

Omplialia flavida, 122 
ONION (Allium cfpa) : 

Bacterium carotovorum on, 553 

Downy Mildew, 5 ° A, B, C, 84. 134, 162, J-/. 

328, 32 9. 693 
Egyptian, 158 

Neck and Leaf Rot. JJ-\ 333 . 7®6 
Pink Root, 148 
Smudge, 146 

Smut. 102, 224. 226, 241, 33 l >, 699 
White Rot, 331 . 703 
Yellow Dwarf, 271 


Ontginnings/iekte (Reclamation disease), 312 
Oogonium. 33, 56, 7 -'. 8) C 
Oomycctcs, 33, 5-', 333 
1 Oospora, 339 .. 
j citri-aurantu, 148 

pustulous. 267, -’OS, 537 
j Oospore, 33, 73 . 83. s 3 C\ 100 
! Ophiobolus. 336 

gram inis, 29. 3 s . 55 M, A. 11 3 , 1 * 4 . 1 22, / .'V, 

125, 150. 171, /'>■/. "J 5 . 228, 252, 

377 . 386 , 387 

helerostruphus. 5 " 55 !•, 7 ° •** 

miyabeauus, 178 
satitus, 437 
Ophiostoma, 897 

w/jmi. See Ceratustomella ulna 
ORANGE (Citrus ai kantii m) : 
iron deficiency in, 296 
irrigation water, influence of, on, 253 
mixed infections of, 148 
Penifillium digi latum on. 124 
Organic acids, as food for lungi, 132. *44 
Organo-mercury dusts, 245 et iet 1 ' hcv *' ,cr * 
curie compounds 

8 rNAMKNTAL 5 AND MISCKLLANEOL’S 
PLANTS, DISEASES OF. 846 

ORNITIIOOALl’M LMBELLATl’M and O. PYKENAI- 
ct’M, Puecimo auomala on, 92. 43 ° 
Osmotic pressure. 147 
Ovularia, 53. 866. 868 
primulae. 53 
Oxalic acid, 129 
Oxidation and spoliation, no 
Oxidising enzymes. 70 
Oxyccllulosc, 212 

Palisade tissue, effect of infection on, 123. IJ6 , 
IJ 9 , 1 4 ° 1 1 43 . 35 s . 3 (tl > 775 
Pallor. 286. 297 , ,, , 

PALM, OIL (Elaeis spp.), 6 anoderma ap- 
planalum on, 95 ° 

Panama disease of Banana, 102, 226 
Panus slypticus, 35 . .. f 

PAPAW(Carica papaya), delayed infection in, 86 
Papillae, infection-. A-’ A-L, m, 1*9 
Paracrinkle of Potato. 261 
Paraphyscs. 29. 41, 47 , 6 7 B 
Parasites : 

ectophytic, 67 
endophytic, 5 , 67, 74 
facultative. 64, 65, 129. «33 
in relationship with host, 91, 107 
mechanism of feeding of, 67 el seq. 
obligate. 64. 70. 73 . * 32 . 133 
persistence of. See Persistence 
wound, 65 

Parasites and saprophytes, 64, 65, 86 
Parasitism, 88, 89. 128 

specialisation of, 73. 89, 129 . 

PARIS DAISY (Chrysanthemum frutescens), 
Bacterium tume/aciens on, 793 . 
PARSNIP (PASTINACEA sativa). Bacterium caro¬ 
tovorum on, 553 
Partridge wood. 951 

Pasture and forage crops, diseases of. 45 2 el seq. 
Paxil I as, 76 

PEA (Pisum sativum) : 

Enation Mosaic, 265, 624 
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PEA— contd. 

Eoot Rot, 119, 620, 622 
Leaf, Stem, and Pod Spot, 29/, 292, 612, 622 
Leaf, Stem, Pod Spot, and Foot Rot, 29? 616, 
622 

Lettuce Mosaic, 662 
Marsh Spot, 296, 306, 625 
Mosaic, 286, 295, 623 
Powdery Mildew, 456 
Root Rot, 178, 290, 609, 622 
Uromyces betae on, 592 
pi si on, 593 

PEACH (Prunus persica) : 
aphis. See Mysus persieae 
Chlorosis, 296 
Foines pinico/a on, 943 
Leaf Curl, 37, 85, 100, 143, 197. 300, 367, 

m • 770 
.Mosaic, 292 

Phony disease, 274, 292 

Roseliinia necatrix on, 738 

Rosette, 289, 292 

Rust, 170, 236, 761 

Shot Hole, j6.V, 369, 776 

Stereum purpureum on, 763 

Yellows, 257, 261, 266, 271,272, 274. 289. 

292 

PEAR (Pyrus com mi'N is) : 

Blossom Wilt and Spur Canker, 740 
Chlorosis, 296, 316 
Drought Spot, 302 
Exanthema, 316 
Fire-blight, 102, 165, 226 
Glomerella cingulata on, 728 
Mildew, 716 

Polyporus sulphur eus on, 946 
Rose/ 1 1 nia ttecafrix on, 738 
Scab, 83,97, 102 ,110 D,E, 140,228,3*7. 755, 

o 749 

o ter cum purpureum on, 763 
PECAN (Gahya pecan), Rosette, 308 
Pectin, 131, 132. 1O3, 1 80 . 209 
ectmase, 0 7 , 70. 72. 129. 130. 147, 165, 218 
I RI.ARGON1UM, Pythium de baryanum on, 579 
Pencilled wood, 951 

Penetration of host by fungi, 83 A-L, 93, 103 

Penicillin;^' 09 ’ "°’ 137 

Penici/hum, 50. 51. 57 . 72. 73 . 77 C, 14O. 247, 

. 335 . 3#2 

digit alum, 115, 124, 148 
expansum, 115, 131. 338, 721, 730 
itahcum, 148 
javanicum, 71 
notation, 101, 103, 172 
Pennisetum typhoideum. See Millet 
Pentalonia nigronervosa, 294 
Pentosans, 71,72, 145. 211 
Pentratnchopus (Capit op/tor us) fragariae, 789 
tetrahodus, 789 

PEPPER, CHILLI (Capsicum annuum) : 

Col/ctotrichum capsici on, 253 
Pythium de baryanum on, 579 
reaction of, to Tobacco Mosaic virus, 

281 

Pepsin, 70, 71 
Peptone, 71 

Perennaiion. See Persistence of fungi 
Perennial mycelium. See Mycelium 
Perfect stage of a fungus. 30, 33. 44 . 5 , f 55t 99 : 


Pendermium e/atinum, 207 
pini, 104 

Peridium, 67, 183 B, 184 , 349 
Periphyses, 38, 66 
Perisporiaceae, 335 

Perithecia, 26. 27, 38 . 42, 82, 196, 204, 223 C, D, 
Peronospora, 334 

destruetor, 11, 5 o, 83, 134 327, 328, 329, 693 
effusa, 83, 134, 335, j 26, 691 
parasitica, 11, 68, 83, 149. 301, 302, 635, 637 
pu/tcracea, 150 
radii, 206 

schachtii, 82 O, 281, 282, 574 
tabacina, 227, 240 

Peronosporaceae, 48. 72, 83, 85, 91, 100, 209. 

„ . . 210. 334. 635, 834 

Peroxidase, 70 

Persistence^! parasites from year to year, 82, 

Pesla/oszia, 338 
Petroleum, 236 
Pezizales 332. 33 <> 

I hacidiales. 332, 336 
/ haeocryptopus gdumannii, 938 
Phallus, 79 G-K 
lw ,A ^ :oi rs vulgaris. See Bean 
Phelhnus cryptarum. 215 
Phenolic compounds, 143. 144, 209. 310 
t Inalea lemulenta, 74 
Phialides. 50, 51, 76 B, C, 77 C 
I hialosporcs, 50, 51. 7 <* R, C, 77 C 
I 111.EUM pratensf, resistance of, to Ophiobolus 
, graminis, 382 

Phloem necrosis, 173, 176, 257. 284, 547 
Phoma, 77. 338 
betae, 301, 578, 581 
des true lira. 53 
lingam. 246. 37 9, 567 
terrestris, 148 
tuberosa, 497 
Phomopsis, 14O. 338 
aurubae, 7 
eitri, 148 
pseudotsugae, 938 
Phosphorus, 63, 144. 172, 375 
I hotosynthesis, 63. 101, 167. ^70 
Phragmidium, 91, 337 , 
mucronatum, 864 
subcorticatum, 49 Q 
Phragmospores, 404 C, 868 
Phycomycetes. 3. 48. 51. 67, 150, 331, 332 
Phyllachora, 336 
Phy/lacti,nia, 335 
Phvllody, 205. 266 
Phy/lostieta, 338, 785 
Phylloxera, 297 

Phvmatotrichum omnivorum, 132. 178, 217 
Piiysalis, Spotted Wilt, 683 
Physa/ospora 336 

miyabeana, 415, 416, 890 

obtusa, 299 

salicis. 

Physiologic races. 58. 89. 91. 94, 99. 100, 151, 

153, 180. 249. 344 
Physma cha/azanum, 78 
Phytamocba, 259 
Phytohormones, 185, 208 
Phytomyza aquifolia, 136, 189 
Phytopathological services, 242 
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Phytophthora, 70, 218, 220, 236, 334 
cactorum, 25 B, 335 . 5 IO > 7 X 3 
cambivora, 104 
colocasiae, 109 

cryptogea, 405. 5 *°. 66 4 . 069 
erylhroseplica, 72, 125, 130, 252, 253 . 403. 5 °*. , 
509 . Q 

fragariae, 125. 37 ». 37 ’, 7 «° v 

infeslans, 6, 85, 9 *. 97 . 132. * 53 . *69. 218. 249. 
254 . 25 . 5 . 256. 257. * 5 #. 5*4 

megasperma, 510 

palmivora, 133 
parasitica, 664. 667 
porri, 334 . 7 X ° 
syringae, 7 * 3 . 7*5 
Picea spp. See Spruce 
Pickling of cereals, 245, 3 6 5 
Piesma quadrata, 271,272 
PIGEON PEA (Cajanus indicus), Fuumum 
vasinfcctum on, 177 
Pigments, 10, 98, 146, 209, 286 
Pilobolus, 48, 74 / 1 -ZJ 

PlMENTA OFFICINALIS. See Pimento . 

PIMENTO (PlMENTA OFFICINALIS). Pucnma 
psidii on, 102 

PINE, SCOTS (Pinus sylvbstris) : 

Butt Rot, 943 

Heart Rot, 9*5 - 

Needle Cast. IJ 3 . 142. / 5 ». 4 -* 9 . 4 i*>. 926 
PINE, WEYMOUTH (Pinus strobus) : 

Blister Rust. 83, 95 .102. 103. 225.4 V. 4 U. 929 
Polyporus schweinilzii on, 943 
PINEAPPLE (Ananas comosis) : 

Chlorosis, 29* 

Crookneck, 311 
Pinus : 

ALUICAULIS, Cronartium nbicola on. 935 
cariuea, Lenzites on, 212 
CBMIIIIA, Cronartium nbicola on. 935 
Lophodcrmium pinastri on, 926 
contohta, Fomesannosus on, 9*5 

EXCF.I.SA, Cronartium ribicola on, 935 
IIAI.EPENSIS. See Aleppo pine 
LAMBERTIAN A, Cronartium ribicola on. 935 
Lophodcrmium pinastri on, 926 
MONTANA, Lophodcrmium pinastri on. 92I* 
MONTICOLA, Cronartium ribicola on, 104. 933 - 

935 . . , 

NIGRA, Lophodcrmium pinastri on, 920 
PEUCE, Cronartium ribicola on, 935 
I’ONdhrosa, Lophodcrmium pinastri on. 920 
STROBUS, Cronartium ribicola on, 103, 929 
Fomes annosus on, 915 
SYLVESTRIS, Fames annosus on, 915 
Lophodcrmium pinastri on, 926 
Polyporus schvjcinitzii on, 943 
TAEDA, Lenzites on, 212 
Pionnotes, 51, 391 
Piped Rot of Oak, 951 
Piricularia oryzae, 119. * 7 8 . 2 37 . 250 
PLANE (Pi. at an t ; s orientai.is). Polyporus Ins - 
pidus on, 947 

Plant protection, 221 et set/. 
juices, influence of, in enzyme production. 

129 

Planting. See Sowing 

Plasmodiophora brassicae, 2 F-I, 6. 178. -*70, - 77 . 
-' 7 *. 559 . 573 
tabaci, 259 

Plasmodiophoraceae, 5, 197. 494 


Plasmodium, 2. 6, 277, 27*. 495 " 5 <»° <1 

seq. 

Plasmopara, 334 

viticola, hi, 228, 39 ". 833 
Plcctascalcs, 335 
Plectcnchyma, 10. 10 
PIcciodisedla veneta, 802 
Plcctomycetes, 37. 332 . 334 
Plenodcsmus fuscomaculans, 1 10 
Plcomorphism, 42. <>4 
Pleospora, 336 
betae, 582 
graminca, 432 
Pleosporaceae, 33ft 
Plonrightia, 33(1 

PLUM (Prunus uomestica) : 

Bacterial Canker. 147. 75 2 
Bacterial Shoot \\ ill. 755 

bIossoiti Wilt. Spur Blight, and Wither l ip. 
See Apple 

Brown Rot. Sec Apple 
Chlorosis, 296 

Drought and Gum Spot. 302 

Fomes disease or Heart Rot, i'ri, i (, 4 . 7**7 
Fomes igniarius on, 949 
pinicola on, 943 
Polyporus sulphurcus on. 94 ° 

Rust, 170. 236, 359 . 760 _ 

Shot Hole. 170 . 

Silver Leaf, 124. * 3 *. * 47 . 3 '*". *'"• * 6 -' 

Vcr tic i Hi urn dahliae on. 810 

Poa : 

Ergot. 450 . . 

Erysiphe gramims on, 372 
Helicobasidium purputcum on, 4**7 

annua : ... u 

Calonectria grannnicola on. 4 1>0 
Corticium /uci/ormc on, 4 s * 

Erysiphe graminis on, 372 . 

buluosa. perennial mycelium in bulbils, 85 
triviai.IS, Reclamation disease. 313 
Pocket (Bladder) plums. See Plum 
Podosphacra, 335 

ieucotricha, &4 G,H, JjO, 337 . 7 *° 

Podospora curvula, . 5.5 C, 74 E-G 
Jimiseda, 74 F 
Pollen, infection of, 126 
reduction of. 388 
sterility of, 266 
Polymorphism, 53 

Poly-opens, 338 

Polyploidy, 153. 250 ,,, /» 

Polypodium aureum, Erysiphe graminis on,/// t> 
Polyporaceac, 53. 33 * 

Polyporus, 338 
aduslus, 64 
betulinus, 433 F. 946 
dryadeus, 434 G, 947 
frondosus. 435 F, 947 
gilvus, 186 
hispidus, 433 G, 947 
mylittue, 12 

schtveinitzii, 217, 433 - L 94 *. 943 
shoreae, 217 , 

squamosus, 34 . 65, 217, 220, 433 A 94 ". 95 <> 
subacidus, 217 
sulphur cus, 434 E, 945, 94 <> 

Polysaccharides, 71, 145 
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Polyspora, 338 
limcola , 172, 244 
Polystictus, 13, 338 
abietmus, 70, 215 
pergamenus, 186 
versicolor, 33 , 213 
Poly stigma, 335 
rolythrincium, 228, 450 
POPLAR (Populus spp.) : 

Pomes fomentarius on, 947, 949 
igniarius on, 949 
pinicola on, 943 
Ga noderma applanation on, 950 
Polyporus sulphureus on, 946 
Tr a metes suaveolens on, 213 
POPULUS TREMULA, P. TREMULOIDES, P. CRANDI- 
dentata, Fomes on, 949 
Porta, 13, 338 
hypolateritia, 179 
vaillanti, 212 
tveirii, 217 

Post-penetration stage, of infection, 128 
Potassium, 63, 94, ,, 9l ,6 5 . ,72, 176. 177, ,79, 

POTATO (Solanum tuberosum) : 

A strain of Phytophthora it/es tans on. 522 
A virus, 280. 281, 282, 28) 

Acronecrosis, 283 
Aucuba Mosaic, 267, 271 H, 550 
H strain of Phytophthora infestans on, 522 
li after turn carotmorum on, 
jjlack Dot, 173, 262, 263, 531 
Black Leg 240, 253. 483 
Jack Scurf, 13. 173 . 252 . * 59 , 260,261, 5*4.66! 

H 97, ,0,, '° 3, ,48> ,52> ,58 ‘ 
165, 168, .69, 173. 250, 234. 235. 236, 

, 2 , )o. 514 

C strain of Phytophthora infestans on. 522 

C virus of, 280, 28!, 283 5 

Common Scab. 109. 115. 140. 158, 171. 241, 

, 1 2 * 2 * *43, 243, 486 

Crmkle, 272 547, 549 

Ory Rot, 176. 251. 264, 263, 532 
r.rysiphe cichoracearum on, 64c 
Giant Mill 264 
Internal Rust Spot, 303 
Leaf Drop Streak, 548 
Leaf Roll J64, 256, 269, 270, 279. 290. 539 
Mottle, Mild, or Simple Mosaic, 545, 687 
Net Necrosis 284. 5 43 MS 7 

Paracrinkle, 261 
Phloem Necrosis, 173, 284 
Phytophthora cryptogea on, 664 
parasitica on, 664 

Pink Rot, 125, 130, 232, 233, 509 
I owdery Scab, 171, 226, 244. 246, 247, 

493 

Ring Spot, 223 
Rosel/inia necatrix on, 738 
Rugose or Severe Mosaic, 271 C, 548 
Silver Scurf, 266, 535 
Skin Spot, 244, 267, 268, 537 
Spramg, 303 
spraying, 137, 138 

virus diseases of, 156. 266, 267. 279. 539 et seq. 
Wart Disease, 59, 102. 109, 117, i 4 6, i 47 , , 52 . 

1 55 . 170 , I 7 C 223, 248, 240, 230, 252. 

Watery Wound Rot, 25/, 507 
Witches* Broom, 264, 285 
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POT AT O— contd. 

\ * ’ v,rus . 277, 278, 280, 281, 283 
_ Y v «rus, 275, 282, 283 
POTATOES : 

breeding of, for resistance, 152, 153, 250, 279, 

certification of, 224 
composite virus diseases of, 267 
deterioration of, 256, 276, 289 
treatment of tubers of, 244, 293 
virus carriers, 268, 276 
POTATOES AND ROOT CROPS, DIS- 
d™. EASES OF, 250, 267, 303, 483 et seq. 
I OTENTILLA ANSERINA and P. STERILIS, Virus 
vector on, 789 

Powdery mildews (Mildews) (Erysiphaceae), 
37 . 64, 82, 102, ;o8, no, 155, 166, 
174. 29 2, 193, 226, 227, 230, 237, 307, 
335 . 330 , 337 , 372 . 383, 384, 385, 392 , 
392, 400, 456, 644. 716, 817, 820, 839, 
_ . . 855 . 885, 900 

Precipitin* 155, 799 
I referential food hypothesis, 383, 491 
Primary infection. See Infection 
Primary mycelium, 44 
PRIVET (Licustrum vulgare), G/omerel/a 
cingu/ata on, 728 

Prohibitions for disease control, 222 
Promycclium, 40. 4«. 42, 50. 6/, 64 D, 100, 

346. 404 

Proprietary fungicides, 229 
Protease, 70 

Proteins, 63, 71, 134, 172, 259 et seq. 

Proteolytic enzymes, 71 
Protobasidiae, 332, 336, 337 
Protocatechuic acid, 147 
Protomyces, 91, 335 
macrosporus, 197 
Protomycetaceae, 335 
Protozoa, 3 

Pruning, 124. 186. 228, 246, 297 
Prunus MUMB, Caeoma makinoi on, 206 
spp., Sc/erotinia laxa on. 740 
Pud hot a, 338 
Pseudocomis, 208 
Pseudodiscosia, 53, 338 
diant hi, 853 

Pseudomonas angu/ati, 165 
citriputeale , 253, 757 
fluorescens, 155 

medicaginis var. phaseolicola, 601 
mors-prunorum, 147, 752 
phaseolicola, 56. 85, 99, 287, 596 
prunico/a, 752 
radicicola, 79, 9/, 9 2 
salieiperda, 888 
syringae, 757 
taban, 131, 165, 326 
Pseudoparenchyma, 10, 16, 122 A 
Pseudoperonospora, 334 

humu/i, 85, 98, 128, 134. 226. 420, 411, 879 
Pseudopeziza, 336 
ribis. 388, 827 
tracheiphi/a, 228 
trifolii, 41, 231, 466 
Pseudosclcrotia, 17, 21, 220, 909 
Pseudotsuca douglasii. See Douglas Fir 
clauca, ibid. 

var. CAfsiA, ibid. 
tax 1 folia, ibid. 



INDEX 


973 


Psorosis Act, 292 

Pl ‘anoma/a 3 30, 84 D-F, 92, 9 8 - *° 3 . "'V. 43 ® 
nntirrhitii, 394. 846 

butleri, 205 „ „ _ 

coronata, 22, 92, 98, ' 44 . «8o, 207, 208, 2o 9 , 

4 * 1 

dispersa, 163 

glum,irurn, 92, 94 . >48, » 5 *» » 6 3 - ' 6 7 . ' 74 . •«<>. 

1*7. 188, 343, 352. 363 
graminis, 49 P. 5 ° A, O. 57. 6 5 . 6 /. s 7 .89. 

92, 100, 107, 118, 144. 145. 1 5 1 • '” 3 . 
166, 179. 1 So, 181, 182, 183, 184, 18 5, 
ISO, 343. 411 
avenue , 344 
sc cut is, 344 
tritici, 344 

lolii. Sec P. mroiu11,1 
malvacearum, 84 A-C 
maydis, 134 
men time, 24ft 
phragmites, 00 

pringsheiminnti, { 80 , 821 
psidii, 102 

simplex. Sec P. anomala 

sonelii, 30 L, M 

spin,,sue, 170, 236, 760 

Iriticimi, 92, 94 . ' 44 . * 4 X . '*‘ 3 . ' 74 . ,s °. 343 . 

358 . 3 (> ' 
violae, 20<> 

Puccininccuc. 337 

PULSE CROPS, DISEASES OF. 59 * 
Pycnidia, 23. 37 . J li O’, 220, -’99, J79 C 
Pyrenomycetes, 37, 40. 332 . 335 
Pyramphora, 336 

at enae, Jto, 21 i, 415 
gruminea. 21, 5, 431 

/cm, 441 

PVUL’S MALI'S. SCC Apple 
COMMUNIS. Sec Pear 
spp. Selerolinia laxa on, 740 
Pvthiaccac, 334 

Pythium, 70. 116, 160. 334. 658. 7 » 3 . x 7 © 

aphanidermalum, 578, 584 
arrhenomanes, 1 76 

de baryanum, 65, 72, 130. 132, 139, 103, 172, 
283, 578. 579 
idtimum, 73, 132, 231, 507 

Quarantine, 59, 222 

Quercina disease of Thorn Apple, 208 

QUERCUS: 

CEHHIS, Q. CONFERTA, Q. MACHOCARPA. Q. 

NlfSRA, Q. PAIA S1RIS, Q. PEDUNCULATA. 
Q. PIIELLOS, Q. ROBL'R, Q. S ESS I LI FLORA, 
reaction of, to Mildew, 900 el seq. 

Q. st'HER, Q. OCCIDENTALS, Fumes fumenlariin 
on, 949 

QUINCE (Cydonia vulgaris) : 

(i turnercUa cingula!,, on, 72H 
I 'erlicillium dahliae on, 810 


Races. See Physiologic races and Specialised 
races 
Radiation, 166 

RADISH (Rapiianus sativus) : 

Cyst opus Candidas on. 635 
Pftoma lingam on, 567 
Radium, 96 


Radulospore, 50, S'. 77 ^ 

RAGI (Eleusixf. CORACANA), Piruulana on, 250 
Ramularia, 53, 54, 339, 7 * 5 . sr,f, » 869 
narcissi, 866 
primulae, 53 

vail is u mbrosae, 53, 4 ° 3 . l°-t, 805 
RASPBERRY, RED (Rums iimeus) : 
Anthracnosc. See Cane Spot 
Cane Blight. 804 

Cane Spot or Anthracnosc, 377 . 800 
Chlorosis, 296 

Crown Gall. 14O D, 202. 375 , 37 ,> . 793 
Mosaic, 290. 382, 8x4 
Sphaerollieca hamuli on, 885 
Stereum purpureum on, 763 
Ycrticillium Wilt or Blue Stripe Wilt, 252, 
|.v/, 810 

RASPBERRY. BLACK (Rum s occidentalis), 
FJsinue vale la on. 800 

Ratio : 

Carbon-Nitrogen. 129 
Nitrogen-Potassium, 395 . 

Reaction of soil. ill. 382. 402. 44 ®. 49 °. 5<>4 
Receptivity of the host to infection, 137 
Reclamation disease, 312 
Red Core of Strawberry, 370, 371, 780 
Leaf of Willow. 887 
Rot of Sugar Cane, 102. 125, 132. 251 
Stele of Strawberry. See Red Core 
Stripe of Sugar Cane, 251 
Reduction division, 33. 4®5 

Refrigeration, 56 

Rennet, 70 

Reproduction of fungi. 20 el seq. 

Reserve foods, 10, 13. 63, 88, 100. 547 . 868 
Resin, 10, 143. 220 

Resistance, selection and breeding for, 56, 94, 
124. *37. ' 44 . 248. 35 '. 3 <>o. 376 , 401 
Resistance and susceptibility, 278, 351 
Resting spores, //, 224, 223, 240 D, 503. 562, 

639 

Reversion disease of Currant. 3 s 9 , 830 
Jihabdoeline pseudo! sugue, 33 J, 227, 93 *> 
Rhamnus spp. See Buckthorn 
Rhizoclmiia. 10, 76. 86, 91, 139. 'bo. 339. 
balalicola, 132 
cineorum. lo C, l 7 , 468 
tolani, 13. 13 C, 54. ' 37 . ' 43 . «<> 2 , 165. » 72 , 
'73. -59. 2O0, 201, 385, 524. 660 
violacea, 468 

Rhizomorphs, 14. 17. 18, 1 9 . 20, 119, 120, 

129. 130. 422 13 

Rhizophagus, 77 . 79 . 88, 134, 143 
Rhizopus, 334 

tlofoni/er, 24, 72, 208, 218 
Rhizosphaera, 338 
Rhodotorula rubra, 64 

RHUBARB (Rheum kiiaponticum), Cabbage 
virus on, 643 
Rhyl ism,1, 336 

acennum. 5. 17. - 9 . 67. 209, 41 9 , 420, 904 

R||IF> NlCKl'.M. See Currant 
RICE (Ohyza sativa) : 

Bakanae disease. 205 
Blast. 119. 237 
Chlorosis, 296 

Dwarf disease, 257, 271, 272 
Mentek disease. 326 
Take-all and Whiteheads, 377 
White 'l'ip, 319 
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RlClNUS communis, regeneration of tissues in, 

i8 3 

Ring harking, 914 

Ring Spot of Cabbage, 125, joj, 304, 639 
Robinia psel'Dacacia. See Acacia 
Roguing, 291 

ROOT CROPS, DISEASES OF, 483 et seq. 

hairs, infection through, in, 270, 277, 562 
nodules (Leguminosac), 79, 9/, 92, 155, 167 
-stock and scion, influence of, on infection, 

250, 299, 325 

Root Rot : 

of Conifers, 907, 941 
of Larch. See Larch 
of Pea. Sec Pea 
Rosaceae, 91 
ROSE (Rosa spp.) : 

Mack Spot, 133, 401, 857 
Brown Canker and Die Hack, 124, 861 
Mildew, 400, 855 
Rust, 864 

Stem and Graft Canker, 40j, 862 
Rosdlinia, 179, 336 
neeatrix, 347, 738 
Rot : 

of Clover Sec Clover 
Top, of Trees, 943 
RUBBER (Hevea brasiliknsis) : 

Bast Disease, 18b, 188, 24b 
Oidium, 102 

Rubus IDAHUS. See Raspberry 

PROCERUS, Bacterium tumefaciens on, 14 s , N 9 . 

Runner hyphae, 1/3, * 9.5 
Russula, 7b 

Rusts ( Uredineae ), 41, 53, 70, 83, 85. 87, 92. 98, 
102, 108, no, in, 133, 144. 155 . i<> 3 . 
167, 173 . 206, 209, 284, 285, 337. 411. 
430 , 592 . 7 < >o, 821, 84b, 864 

RYE (Sbcalb cereai.is) : 

Black Rust, 342 
Choke, 473 

Ergot, 61, 177. 22/ C, 243. 445 
Mildew, 372 
Snow Mould, 243 
Stripe Smut, lbs 
RYE GRASS. Sec Loi.iim spp. 

Saccharomyces, 37 
Saccharomycetaceac, 335 
Saccharum spp. Sec Sugar Cane 
Sai.IX spp. See Willow 

Saltation, 63, 92, 94, 98, tot, 10J, 102, 153. 249. 

SANDALWOOD (Santalum album). Spike 
disease, 193, 20b, 261, 2b5, 2bb, 274. 
289 

Sanitation, 227, 252 
Sapcrda tridentata, 899 
Saprolegnia, 334 
mixta, 73 

Saprolcgnialcs, 331, 609 
Saprophytes, 64, 72, 128, 211, 3*14 
Saprophytic viruses, 261 
Scab : 

of Apple, 730. See Apple 
Citrus. Sec Citrus 
Maize, 39b 
Pear. See Pear 
Potato. See Common Scab 


Scab— contd. 

Powdery Scab. See Spongospora subter- 
ranea 

Wheat. See Wheat 
Willow. See Willow 

Schjzanthus retusus, Spotted Wilt on, 683 
virus ‘ Y ’ on, 283 
Schizomycctcs, 3 
Scion. See Root-stock 
Sclerenchyma, and resistance, 351, 386 
Sderospora, 102, 150, 194, 217, 334' 
graminicola, 194, 206 
macrospora, 207 

sacchari, 102, 125, 205, 226, 227, 279 
Sclerotia, 12, 13, 14, 13, 16,17, 20, 54, 84, 88, 95, 
7/ 5 . 170. 223 B, 228, 230, 241, 433, 
. 443 . 445 . 4<>8 

Sdcrotmia, 37, 38 B, 87. 227, 336, 594 
cinerea, 40 A 
convoluta, 38 

Jructicola , 108, 172, 741, 745 
fructigena, 72, 134 
homoeocarpa, 237, 479, 482 
laxa, 139 

forma ma/i, 348, 741 
forma pruni, ibid, 
minor, 40 B 
polyhlastis, 40 C 
rliododendri, 87 
sderotiorum , 86, 229 
tri/oliorum, 13, 13 B, 230, 461 
Sderotium, 339 
bataticolum, 13 
cepitorum. 331, 703 
rol/sii, 13 
stipitatum, 12, 13 
Scolccosporcs, 404 C, II, 86b 
Scolytus mullislriatus, 62, 80, 81, 899 
sco/ytus, 899 
Scorching, 324 

SCOTS PINE. See Pine 

Scutcllum, / 14 . 1*9 
Scytonema, 90 B 

SEAKALE (Crambe maritima), l/dicobasi- 
dium purpureum on, 4(17 
SEA-LYME GRASS (Elymus aki-narils) : 
Erysiphe gram inis on, 372 
I'slifago hypoditys on, 205 
Seasonings. 70 

Secondary infection. See Infection 

Secondary mycelium, 44 

Seed disinfection, 61, 162, 222, 229, 242, 409 

Septogloeum, 338 

Septona, 53, 338 

apu, 175, 178. 209, 630 
tipii-graveolcntis, 140, 297, 298, 299, 630 
lycopersiei, 175, 290 
nodorum, 322 
petrosdini, 630 

Sequoia cigantea, Phomopsis pscudotsuga on, 

938 

Serology, 282 
Setae, 289, 604 
Sewage viruses, 261 
Sexual reproduction, 31 
Sexuality : 

in A Homyces, 31 
in Archimycetes, 503 
in Ascomycctcs, 33, 34, 3 6, 5 ^< / *• 7 - 
in Ascophanus aurora, 56 



INDEX 


975 


Sexuality— could. 

in Basidiomvcctes (Higher), 40, / >, /•/, •/ 5 .60 
in Chytridiaceac. 33 
in Cyst opus Candidas, 5 - 
in fungi, 20 

in Humana gramdata, 7/ 
in Mucor, 53 
in Oomycctcs, 34. 5 -’ 
in Peronospora parasitica, Sj (.' 
in Phycomycetes, 33 

in Puccinia graminis, l*J, 2 * 4 . ** 5 . ,A/> - 34 / 
in Rusts, 4 ‘. 4 -‘. 44 . ■/.?. 59 . 65, 66 , 67 

in Sclerotinia, 4 °. 5 *. 463 
in Smuts, 4 <>, 4 ‘. 42 . 6/ . 6 -\ 6 j 
in Sporodinia grandis, 54 
in yeasts, .57 . 

Shade, inlluence of, in infection. 253 
SHALLOT (Ai.lu'.m ascai.omim) : 

Hotrytis allii on. 706 
Peronospora destructor on. 693 
Scteroliuni cepivorum on, 703 
l’racystis ccpnlae on, 699 
Shanking, 7 " 5 . 860 

Sharp Eyespot of Wheat, f >7 "««'■ 3»5 
Sheaths, cellulose, 150 

Sheep-grazing, in control of clover rot. 405 
Shot Hole, formation of. 1 V). > 4 n . *93 
of Antirrhinum, ,/ 9 . 5 . 196, 848 
of Peach. / 39 . /•/<>. * 93 . J* v . J» 9 . 77 ° 

Silica. 119. 178 

Silicification, 119, 376 , , - 

Silver Leaf of Plum, *24. ./60, j6/ t ?6.\ 763 
Scurf of Potato, -'66. 535 
Slugs. 62. 93 . 94 . 553 

Smudge of Onion. 146 * , »• 

Smuts (Cstilaginales), 40, 41. 45 . 6/, 64. ,o. . 4, 
8s. 93. 'oo. 109. /-•/• « 25 . * 33 - « 52 . 
175, 206, 210, /. -‘14 . 245 . JSO. 33 *‘, 

337. 300 . 403 . 426, 427. 699. 851 
Soaps, 119 

Soft Grass. See Holcus mollis 
Rot of Turnip, 273, - 74 . -’ 7 . 5 . 553 
Rots, 139. 218. 553 

Soil, 61, K 4 . 169. 170. 171. 229. 240. 252. 275. 
305, 318 

effects of sterilising. ‘>0 infection. 10X. 240 
fungal flora of. 170. 379. 38f», 398. 472. 49 1 
microflora of, 84. 240. 381 
moisture. See Humidity 
nutritional factors concerned with. 169 
reaction. See Reaction 
sickness. 252, 461 
Sol.ANACEAE, 153. 25 °. 268, 499 . 

Soi.ANl'M CRispt'M, Phytophthnra wjestans on, 

5 '6 

DtiMissi’M, and breeding against I otato 

Blight, 153. 522 

NOIUH.orU.m, cell inclusi«»ns in. 177 /) 
I'lMl’iNr.LLIFOl.lt'M, and breeding against 
Tomato Leaf Mould, 677 
KACK.MKROt'M, ibid., 677 
Ti iiKROSfM, 250. Sec Potato 
Somatic mutation. 153 
Sooty Blotch of Apple, 247 
of Citrus, 247 
Sore Shin of Cotton, 162 
SORGHUM (Sorcjhlm vt i.oare), ioo. 160. 243 
Sorosphaera veronicae, 197 
Sorosporium reilianum, 100 
saponariae, 49 O 


1 Sorus, 22, 30 

Sowing, date of, and infection. 250, 370 
depth of, and infection (Smuts), 408, 428 
. SOYA BEAN (Glycine max), bacterial 
nodules on, 71, 9 >, 9 - 
Spccialisation of parasitism. 89 
Specialised races, 93, 344 . 374 
Species, 53 

Speckled Yellows of Beet, 587 
Spectrum, no . , 

SPEEDWELL (Veronica chamaldrys), l/eh- 
cobasidium purpureum on, 467 < 
Spermagonia, 29 A, 40, 42. 59 . 6 5 C, 67, 87, 
1 * 3 . 1 * 5 . 346 « , 

Spermatia, 29 A, 37. 4 °. 42 . 59 . 66 , 67 C, 92. 347 
Spermatiophores, 29 A, 59 . 66, 67 C 
SphaceUa segetum, 61, II, 223 A, 44 '» 
Sphaceloma ampelina, 844 
Sphacelothcca, 337 
torghi, 243 

Sphaeriaceae, 332. 361. 861 
Sphaeropsidalcs, 332, 338, 569, 581 
1 Sphaer apsis malar urn, 299 
! Sphaerostilbe, 335 
repens, 17 
Spliaerolhei a, 33 5 
humuli, 855, 885 
var. fufiginea, 646 

mors-uvae. 55 B.C, 59. 3 s 3 . 3 * 4 , 817 
pannosa, 170. 400, 855 
SPINACH (Spinacia oi.tRACKA) : 

Blight, 258, 268 
Cabbage virus, 644 
deficiency diseases, 303. 305, 30b 
Mildew. 83. 134. 325 . 3 -‘ 0 , 691 
Spi ropliyl I it m, 72 
Spittle bug. 105 

Spondylocladium ,339 
atrotirens, -’66. 535 

Sponguspora subterranca, 6 , 24 6, 247, 493 
Sporangia. 21. 47 . 4 s 
Spore balls, 49 O, 5 ° 31 . - 47 , 494 
Spores : 

acropetal formation of, 49 . 77 
aleurio-, 50. 76 F 
amero-. 4°4 B. 868 

basipetal formation of, 48, 52 A, 67, 75 
brand, 403 

determination of. in upper air, 57 
dispersal of. See Dissemination of rungi 
factors affecting dispersal of, 59 
formation of. 30 

geniculate formation of, 26, 49, 76 .-I 
germination of, J, 6, 9 A, 50 
imperfect forms of, 30, 99 
muriform. 49 P 
nature of, 6, 9. 10 
perfect form of. 30, 99 
phialo-, 50. 77 C. /6 13 , 76 C 
phragmo-. 404 C, 868 
pionnotal, 51 
radulo-, 50. 77 D 
j resistant properties of, 56 
scolcco-, 404 31 , 868 
showers. 57 

sympodial formation of, 26, 49, 76 A 
thallo-, 51 

variety of, 30. 49 . . 50 , 53 
Sporidia, 40. 41. 42 , 6/ F, 0 j, O4 D, 109, 121 A, 
346 
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Sporodinia grandis, 34 

Sporodochia, 21, 27, 28, 51,73, 200, 201, 201, 
. 391 , 4°4 A, 866 
Sporomia, 335 
intermedia, .5.5 F, 74 H-J 
Sporophores, 10, 20, 21, 29, j->, 33, 34, 35t 36, 
56, lO<) 

Sporotrichum, 339 
Sporulation, 134 

^Praying, /. 57 . ' 5 *. L 59 . /60, /6/, /6->, 229. 237 
SPRUCE. NORWAY (P.cea adies) and SITKA 

(P. SITCHENSIS) : 

Armiliaria me!lea on. 941 
Dote, 212 

Fomes annosus on, 915. 941 
pinicola on. 943 

Helicobasidium purpureum on. 467 
Polyporus sulpha reus on. 946 
Schtveinitzii on, 212 
Top Rot, 943 
Trametes pim on, 943 
Stagonospora, 53 
Staling, 97, 130, 162 
Starch, 71, 131, 132. 134, 179, 186. 208 
Steam, sterilisation by, 241 
Stccklings, 582, 589 
Stku.ahia media. See Chickwccd 
Stem Canker : 
of Potato, 524 
of Rose, 402, 862 
Stem Rot : 
of Carnation, 391 
of Tomato, 666 

Stem Rust of Cereals. See Black Rust 
Stempliylium, 97 
piri/orme, 4) R 
Stcrcocaulon ramu/atum, 90 B 
St cream, 338 

/rustulatum . 213, 214, 433 G, 43 5 B, 947, 

95 * 

gausapatum, 122, 435 C, 950 
hirsutum, 950 
necator, 950 

purpurcum, 32, 4S, 124. 131, 147. 226, 246, 
36o, 36 /, 362, 763 
sanguinolcntum, 435 l), 943, 945 
Sterigmata, 40, 47, 4 s , .50, 60, 70 
Sterility, 96, 266, 446, 635 
Sticta fuliginosa, 89 
Stigmatea, 336 

Stinkhorn, spore dispersal in, 61, 79 F-K 
Stippen, 746 

Stock and scion, influence of, and susceptibility, 
146 

Stomata, xxx, 115, 1S3 

Straw, decomposition of. 72, 391 

STRAWBERRY (Fraoaria spp.) : 

Leaf Spot. 125, 372, 785 
Leathery Rot, 713 
l.cptosphaeria coniothyrium on, 805 
Powdery Mildew, 330. 885 
Red Core, 125, 370, 371, 780 
Rosellinia necatrix on, 738 
Verticillium dahliae on, 810 
Violet Root Rot, 467 

Yellow Edge and Crinkle, 269, 276, 277, 280, 
291, 373 , 374 , 786 

Stromata, 17, 22, 23, 29, 42 A, 42 C, 54, 122 
Strongyloplasma ivanoskii, 258 
Stylet apparatus, 172, 271, 273 


Stysamu stemonites, 28 J-O 

Suberisation, 132, 139, 150, 165, 186, 218, 283, 

489 

Sub-infections, 93 

Sub-stomatal vesicles, 103 F, G, H, 104 A, 105, 

Sucrasc, 70 
Sucrose, 71 

SUGAR BEET. See Beet 
SUG ^R CANE (Saccharum officinarum) : 
Chlorotic Streak, 246 
Downy Mildew, 227, 279 
Kyespot, 131 

Fiji disease, 194, 259. 265, 271, 279, 284, 

2 • 

Gumming Disease, 227 
Leaf Stripe, 102 

Mosaic, 251, 256, 258, 275, 279. 289, 290, 
291 

Pahala Blight, 305 
Red Rot, 102, 251 
Red Stripe, 251 
Rind disease, 101 
Root Rot, 176, 179 
Screh, 256, 279 
Smut, 125 

Sugars. 10. 71. 131, 132, 211 
Sulphur, 63, 178, 230, 322 
bacteria. 71, 72 

SUNFLOWER (Hbliantiius annuus) : 

Bacterium tume/aciens on. 147, 183 
Erysiphe ciehoracearum on, 303, 645 
Surgical treatment. 248 
Swabbing, 297, 298 
SWEDE. See Turnip 
SWEET PEA (Latiiyrus odokatgs) : 
Aphanomyces eu lei cites on, 609 
Breaking, 171 B, 266 
Mosaic. 623 

SWEET POTATO (Ipomoea batatas), Gib¬ 
ber ella zeae on, 396 

SWEET ROCKET (Dame’s Violet) (Hesperis 
matronaus). Cabbage virus on, 643 
SWEET VERNAL GRASS. See Anti.oxan- 

TMUM OIXIRATt'M 

Swiss Needle Cast of Douglas Fir, 938 
SYCAMORE (Acer pseudoplatanus) : 

Fames fomentarius on, 949 
Ganodcrma applanatum on, 950 
Helicobasidium pur pur earn on, 467 
Leaf Blotch or 'Par Spot, 5, 29, 419, 420, 904 
Polyporus hispidus on, 947 
squamosus on, 946 
Symbiosis, 73. 155 
Sympodial development, 26, 76 A 
SynaUssa symphorea, 90 D 
Synchvtriaceae, 333 
Synchytnum, 333 

endobioticum, 59, /09, 117, 194, 24S, 249, 

250 , 453 . 499 
taraxaci, 194 
Svnncmata, 21, 2S J-O 

Systemic infection, 73, 74, 86, 121 C, 124, 126, 

128, 155, 205, 264, 268, 275. 3^8, 404. 

407, 428, 434, 473, 485, 490 

Take-all and Whiteheads of Cereals, / 13, 170, 

* 94 . * 96 , 377 
Tannin. 71. > 43 . 208, 21$ 

Tanninase, 70, 71 
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Taphrina, 335 

aurea, 194 
cerasi, 207 

deformans, 37, 85, 100, 7 43, 197, 366, 367, 770 
laurencta, 205 
populina, 194 
pruni, 194 
rhomboidalis, 67 
Taphrinalcs, 332 
TEA (Camellia sinensis) : 

Blister Blight, 61 
Ganoderma applanation on, 950 
Helopeltis on, 189 
pruning of, 246 

rhizomorphic penetration in, 122 
Root Rot, 17, 132 

spread of disease in plantations, 105 
Yellows, 332 

Temperature. 72, 84. 86, 93, 94, 98. 104, 108, 
109, no, uO, 158 et seq., 275. 35 ®. 355 . 
3 ‘» 3 . 370 . 401. 4 ° x . 490 . 521 . 5 <> 4 . 577 . 
595 . <*>i, 621. 648, 653, 659, 666, 668. 
6 7 *. 675. 698. 702, 705. 709 . 719 . 7 * 3 . 
7 ^ 7 . 734 . 748 . 775 . 79 «. 81^. 841. 883, 

, 9 * 5 . 934 
I erotology, 208, 266 
Tetracladium marcha/ianum, 79 1 ) 
seligerum, 79 /? 

TiIAUCTRUM l LAvr.M. See Meadow Rue 
Thallospores, 51 
Thullus, 7, 10, 14, 77, .5/ 

'I hclephornceae, 338 
Thermostable filtrates, 130, 131 
Thielaviopsit, 339 
basicola, 140, 166, 242 
Thinning, 252 
Thiothrix, 72 

THISTLE, PRICKLY SOW- (Soncius asper), 
Lettuce Mosaic virus on, 662 
THORN APPLE (Datura stramonium) : 

Potato Aucuha Mosaic, 551 
Quercina disease, 208, 278 
Spotted Wilt, 683 
Thread Blights, 54, 67, 122 
Thrips tabaci, 271 

Tiiuja plicata, Trametes pint on. 146, 943 
Thvsanoptera, 271 
Til/clia, 337 

1 aria ( 7 *. tritici), 41, 50 K, Of, 84, 125. 362 
Joel 1 da, 362 
Tilletiaccae, 337 

Tissue turgor, influence of. on penetration, 165, 
166 

TOBACCO (Nicotiana tabacum) : 

Bacterial Wilt, 130, 165 
Black Root, 242 
Blue Mould, 102, 227, 240 
liolrytis cinerea on, 108 
Cabbage virus on. 644 
P'rysiphe cichoracearum on, 645 
factors affecting spread of disease in, 105, 166 
Leaf Curl, 265, 271, 286, 293 
Mosaic, 17 7 , 256. 267, 273. 275. 278, 280. 281, 
21)0 

Necrosis, 260. 268, 274. 275 
Ring Spot, 260 
Root Rot, 242 
Severe Etch. 289 
Spotted Wilt, 683 
Thielaviopsis basicola on, 140 


TOBACCO — contd. 

Top Disease, 303 
Wildfire, 102, 131, 326 
Yellows, 278, 323 

Tobacco Pest Suppression Act, 291 
m junci, 50 II 

JJ&xWYO (Lycopersicxm esculentlm) : 

Ascochyta pisi on, 613 
Bacterium carotovorum on, 553 
Big Bud, 261, 265, 266, 286 
Black Dot. 13, 15 A, 173, 267, 263, 533 
Blight, 515 

Blossom End Rot, 320, 678 
Blotchy Ripening and Green Back, 326 
Buck Eye Rot, 665 
Bushy Stunt, 260 
Crown Gall, 178 
Fern Leaf, 170, 205, 264, 286 
Foot Rot and Damping-off, 241, j/5, 664 
. Fusarium Wilt, 131, 161, 164, 171, 242 
Glasshouse Streak, 685 
Leaf Mould. 110, 165, 237. 250, jiff, 7/9, 
672 

Mixed Streak, /67, 687 
Mosaic. 270. 283, 289, 32 /, 680, 687 
Phylophthora infest an s on, 515 
Spongospora subterranea on, 493 
Spotted Wilt, 165 C, 268, 271, 683^ . 
Stem Rot, 316 , 666 

Streak. 169. 256, 290. JJJ, 685 
VerticiUiulh Wilt, 164, 171, 242, J17, 669 
Yellow Mosaic, /66, 324, 687 
Tortrix t 105 
Toru/a uti/it, 71 
Toxins, 129, 130, 131 
Trama, 77 
Tr a metes, 338 

pini, 65. / 5 - B, 213, 217. 434 H, 943 . 952 
tenant, 211, 212, 217 
tuaveo/ens, 213 

Transmission of virus diseases, 269 
Transpiration, 165, 358. 375 
Tranzschelia pruni-spmosae, 760 
TREES, DISEASES OF. 887 et seq. 

TremcUa, 337 
Tremellales. 332, 337 
Trichoderma, 72, 172, 382 
Trichogvnes. 34, 77, 348 
Triehotoma, 76 
Tridadium splendent, 79 /•' 

Tricothecium roseum, 730 

'Trifolium spp., 313, 461,462. 623. See Clover 
Trimcthylamine, 363 
Tnphragmium. 337 
TRITICOM. See Wheat 
differential hosts of. 89 
Triticum spp., Tilletia on, 362 
Tropaeolaceae, Spotted Wilt affecting, 683 
'Tropical 'Thread blights, 54 
Tropisms. 111 
Truffles, 76, 336 
Trypanosomes, 259 
'Trypsin. 70, 71 
Tryptophane, 202 

TsrcA 11ETEROPHVLI.A and T. siebaldii, 
Phomopsis Disease, 938 
Tubcraceae, 336 
Tuberculina, JJJ 
'TULIP (Ti'lipa spp.) : 

Breaking, 17J, 255, 266, 709, 876 
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TULIP— contd. 

Fire, 406 , 407, 408, 871 
Shanking, 403, 869 
Tumours, 201 
TUNG (Aleurites) : 

Bronzing, 311 
Clitocybe labescens on, 130 
deficiency diseases, 307 
TURF: 

Corticium or Red Thread, 481 
diseases of, 237, 479 
Dollar Spot, 237 
Snow Mould, 479 

TURNIP (Brassica NAPUS and B. rapa) : 
Brown Heart or Heart Rot, 280, 571 
Cabbage virus on, 644 
Club Root, 249, 276, 559 
Dry Rot and Canker, 246, .*79, 567 
Phytophlhora spp. on, 664 
Powdery Mildew, 456 
Soft Rot, 273 274, j 75 , 553 
I ylosis, 156, 2x8, 219 

Ulmus spp., 223, 899. See Elm 
Ultra-violet radiation, no 
Unbalanced nutrition, 176, 356 
Uncinula, 335 
necator, 391, 392, 839 
solicit, 82 M 

Uncongenial hosts, in, 113, 139. 209 
Urbarmachungskrankheit (Reclamation disease). 
3 «* 

Uredinalcs, 332, 337. See Rusts 

Uredosorus, jo, 42, 89 

Uredosporc, 49 P, 58, 87 

UROCHLEA, Hclminlhosfxtriom sativum on. 

M .437 
Urocystis, 337 
cepulac, 45, 3Jo, 699 
occulta, ibs, >(> 7 . *05 
tritici , 109, 125, 148, 178 
Vromyces, 337 
appendicu/at us, 164 
betae, 590 
/abac, 1X5, 592 
pisi, 205. 593 

Uromycladium notabile, 194. 199 
Uropfilyetis, 333 
alfal/ae, 91, 128. 224, -’-’ 5 . 452 
URTICA parvifloha, Aecidium urticae on, 

100 

Ustilaginaccae, 100, 336. 337 
Ustllano, 337 

avenue, 50 I.J. 9 3 . 100. 125. 152. .*06, 403, 

404. 409 
carbo, 50 O’, 6j 
cramcri, 56 
esculent a, 100 

hordei, in, 213, 214 A, 410, 427 
hyboditys, 205 

kolleri, no, /->/, 175. 403, 409 
lexis, 409 
medians, 428 
nigra, 125, 428, 429 

nuda, 125, 213, 214 H, 406. 426. 427. 428 
scabiosae, 50 F, 61 
scitamineae, 125 

tritici, 189 8, C, 190, 367, 406. 426 
violacea, 126, 206 

Z*oc, 93 . 9 ». too, 126, 141, 145. 150, 206 


Ustu/ina, 336 

vulgaris (U. deusta), 153, 134, 217 

Vaccination, 155, 156, 292 
\ ACCINIUM macrocarpon, Exobasidium oxycocci 
on, 197 

UL ic I NOSUM, Sc/erotinia heteroica on, 88 
vitis idaea, Exobasidium vaednii on, 197 
Vacuoles, 8 
VAL. See Dolichos 
Valsa, 336 
Valsaceae, 336 
Varicosporium clodeae, 49 G 
Veenkoloniale, 305, 312 
Vegetables, diseases of, 630 
Vegetative mycelium, 20 
propagants, 54, 86, 473 
Vein banding, 263 
clearing, /08, 263 
Venturia , 336 
chlorospora, 894 

inaequa/is, 82, 84, 93, X o6, 107 D-F, no A-C 
and F-K, 122, 140, 344, 343, 346, 726, 
73 ° 

pntna 83, 94, no l), E, 354. 355 . 749 - 
l ertici/lium, 339 
a/bo-atrum, i6l, 171, 669. 811 
dali/iae, 161, 252. jXr, 669, 810, 897 
vt/morinii, 130 
Verticillium Wilt : 
of Raspberry, 252, J.S7, 810 
of Tomato, 164. 171, 242. 669 

' csicular arbusculac. 79, A’.V 
VETCH (VICIA sativa) : 

Aphanomyces eutriches on, 609 
Ascoehyta pi nodell a on, 619 
Pea Mosaic, 624 
Uromycet betae on, 593 
\ IClA pa u a. See Broad Bean 
SATIVA. Sec Vetch 

VINE. GRAPE (Vitis vinifbra) : 

Anthracnose, 393, 842 
Black Rot, 102, 125, 132 
Chlorosis, 296 et seq. 

Downy Mildew, 158, ,68. 228. 390, 833 
hsca disease, 143 
Fames igniarius on, 949 
GlomereUa cingutata on, 729 
Oidium. See Powdery Mildew 
’ Peronospora See Downv Mildew 
Powdery Mildew, 61, 85, 101. 102. ,11. 16S, 
39 *. 39 -’, 839 
Stereum lursutum on, 950 
Viola sylvestris, Puccinia viola,• on, 206 
Virescencc of inflorescences, 206 
Virulence, 105, 107, 109, 365 
Virus, nature of the, 258 
\ IRLS DISEASES, 3, 61, 156, 205. 255 et seq., 
539 ft seq., 623, 643, 662, 680. 683. 
685. 687. 786. 814, 830, 876 
V itamins, 63, 71 
Vitis spp., i 44 , 297- See Vine 
\ olunteer plants, 291, 444 
Volva, 79 F,J 

WALLFLOWER (Ciipirantiius ciieiri) : 
Breaking, 171 A, 643 
Phoma lingom on, 567 
WALNUT (Juclans regia) : 

Chlorosis. 296 



